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FAMILY  PRACTICE. 

A REWARDING  EXPERIENCE  IN 
ARMY  MEDICINE. 


THE  ARMY  RESERVE  IN  THE 
SOUTHEAST  NEEDS  PHYSICIANS  WHO 
SPECIALIZE  IN  FAMILY  PRACTICE,  TO 
JOIN  AN  EXCEPTIONAL  TEAM. 

WE  UNDERSTAND  THE  DEMANDS 
ON  A BUSY  PRACTITIONER.  SO  WE’RE 
FLEXIBLE  ABOUT  TIME,  PARTICULAR- 
LY WHEN  IT’S  TIME  YOU  WANT  TO 
SHARE  WITH  YOUR  COUNTRY. 

IN  THE  ARMY  RESERVE,  YOU’LL 
FIND  OPPORTUNITIES  THAT  ARE 
CHALLENGING  AND  VARIED.  OPPOR- 
TUNITIES TO  PARTICIPATE  IN  EX- 
CITING TRAINING  PROGRAMS  AND 
WORK  WITH  OUTSTANDING  PHYSI- 
CIANS FROM  EVERY  AREA  OF  THE 
COUNTRY  AND  TO  EXTEND  ASPECTS 
OF  YOUR  SPECIALITY.  WE  THINK  A 
FIRST  PHONE  CALL  COULD  PROVE  TO 
BE  REWARDING. 


THE  ACTIVE  ARMY  HAS  MORE 
SOLDIERS  WITH  FAMILIES  THAN  EVER 
BEFORE.  SO  WHEN  YOU  JOIN  THE  ARMY 
MEDICAL  TEAM  AS  A FAMILY  PRACTI- 
TIONER, EXPECT  TO  SPEND  MOST  OF  YOUR 
TIME  SERVING  NOT  ONLY  SOLDIERS,  BUT 
THEIR  SPOUSES  AND  CHILDREN,  TOO. 
WHAT’S  MORE,  YOU  WON’T  HAVE  TO 
WORRY  ABOUT  THE  PAPERWORK, 
MALPRACTICE  INSURANCE  PREMIUMS,  OR 
THE  COSTS  INCURRED  IN  RUNNING  A 
PRIVATE  PRACTICE. 

WORKING  WITH  A TEAM  OF  HIGHLY 
TRAINED  PROFESSIONALS,  YOU  CAN 
RECEIVE  ASSIGNMENTS  ALMOST 
ANYWHERE  IN  THE  U.S.  AS  WELL  AS 
OVERSEAS.  PLUS  UP  TO  30  DAYS  OF  PAID 
VACATION  AND  REASONABLE  WORK 
HOURS. 

ALL  IN  ALL,  YOUR  ARMY  FAMILY 
PRACTICE  WILL  BE  A REWARDING 
EXPERIENCE. 


TALK  TO  YOUR  LOCAL  U.S.  ARMY  OR  ARMY  RESERVE  MEDICAL  DEPARTMENT 
COUNSELOR  FOR  MORE  INFORMATION  ON  FAMILY  PRACTICE  IN  THE  ARMY. 


ARMY  MEDICINE 
MID-MEMPHIS  TOWER  BUILDING 
1407  UNION  AVENUE,  SUITE  702 
MEMPHIS,  TN  38104 
CALL  COLLECT:  (901)  521-2855 


ARMY  RESERVE  MEDICINE 
3606  AUSTIN  PEAY,  SUITE  313 
MEMPHIS,  TN  38128 
CALL  COLLECT:  (901)  521-2972 


ARMY.  ARMY  RESERVE.  BE  ALLYOU  CAN  BE. 
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This  space  contributed 
as  a public  service. 

“YES,  THERE  IS 
LIFE  AFTER 
BREAST  CANCER. 

AND  THAT’S  THE 
WHOLE  POINT.” 


—Ann  Jillian 


A lot  of  women  are  so  afraid  of 
breast  cancer  they  don’t  want  to 
hear  about  it. 

And  that’s  what  frightens  me. 

Because  those  women  won’t 
practice  breast  self-examination 
regularly. 

Those  women,  particularly 
those  over  35,  won’t  ask  their  doc- 
tor about  a mammogram. 

Yet  that’s  what’s  required  for 
breast  cancer  to  be  detected 
early.  When  the  cure  rate  is  90%. 
And  when  there’s  a good  chance 
it  won’t  involve  the  loss  of  a 
breast. 

But  no  matter  what  it  involves, 
take  it  from  someone  who’s  been 
through  it  all. 

Life  is  just  too  wonderful  to 
give  up  on.  And,  as  I found  out, 
you  don’t  have  to  give  up  on  any 
of  it.  Not  work,  not  play,  not  even 
romance. 

Oh,  there  is  one  thing,  though. 

You  do  have  to  give  up  being 
afraid  to  take  care  of  yourself. 


AMERICAN 

V cancer 

? SOCIETY* 


Get  a checkup.  Life  is  worth  it. 
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HEALTH  CARE  AT  ITS  BEST 


AIRFORCE 

MEDICINE 

★ 

Air  Force  medicine  is  one  of  our  best  benefits.  The  Air 
Force  needs  physicians  such  as  you  to  keep  it  that  way. 

Most  administrative  responsibilities  are  in  the  hands  of 
others,  giving  you  the  time  to  give  full  attention  to  the  patients' 
needs.  Our  hospitals  are  staffed  with  dedicated,  competent 
professionals  to  assist  you. 

You'll  have  time  for  your  family  and  to  keep  abreast  of 
the  latest  methods  and  technologies  that  you  don't  have  time 
for  now.  We  also  offer  unlimited  professional  development 
and  financial  security. 

Find  out  more  about  Air  Force  medicine.  Contact  your 
nearest  Air  Force  recruiter.  Call 

SSgt  Donald  Sanders  OR  MSgt  John  Crawford 
at  (901)  278-6349  at  (615)  320-5059 
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Consider  the 
causative  organisms. . . 


250-mg  Pulvules  f.i.d. 
offers  effectiveness  against 
the  major  causes  of  bacterial  bronchitis 


Haemophilus  influenzae,  H influenzae,  Streptococcus  pneumoniae,  Streptococcus  pyogenes 

(ampicillin-susceptible)  (ampicillin-resistant) 


Note:  Ceclor®  is  contraindicated  in  patients  with  known  allergy 
to  the  cephalosporins  and  should  be  given  cautiously  to  penicillin- 
allergic  patients. 

CeClOr  (cefaclor) 


Penicillin  is  the  usual  drug  of  choice  in  the  treatment  and 
prevention  of  streptococcal  infections,  including  the  prophylaxis 
of  rheumatic  fever.  See  prescribing  information. 


Summary.  Consult  the  package  literature 
for  prescribing  information. 

Indications:  Lower  respiratory  infections, 
including  pneumonia,  caused  by  sus- 
ceptible  strains  of  Streptococcus  pneu- 
moniae, Haemophilus  influenzae,  and 
S pyogenes  (group  A beta-hemolytic 
streptococci). 

Contraindications:  Known  allergy  to 
cephalosporins. 

Warnings:  CECLOR  SHOULD  BE  ADMIN- 
ISTERED CAUTIOUSLY  TO  PENICILLIN- 
SENSITIVE  PATIENTS.  PENICILLINS 
AND  CEPHALOSPORINS  SHOW  PARTIAL 
CROSS-ALLERGENICITY.  POSSIBLE 
REACTIONS  INCLUDE  ANAPHYLAXIS 

Administer  cautiously  to  allergic 
patients. 

Pseudomembranous  colitis  has  been 
reported  with  virtually  all  broad-spectrum 
antibiotics.  It  must  be  considered  in 
differential  diagnosis  of  antibiotic- 


associated  diarrhea.  Colon  flora  is  altered 
by  broad-spectrum  antibiotic  treatment, 
possibly  resulting  in  antibiotic-associated 
colitis. 

Precautions: 

• Discontinue  Ceclor  in  the  event  of 
allergic  reactions  to  it. 

• Prolonged  use  may  result  in  overgrowth 
of  nonsusceptible  organisms. 

• Positive  direct  Coombs'  tests  have 
been  reported  during  treatment  with 
cephalosporins. 

• In  renal  impairment,  safe  dosage  of 
Ceclor  may  be  lower  than  that  usually 
recommended.  Ceclor  should  be  admin- 
istered with  caution  in  such  patients. 

• Broad-spectrum  antibiotics  should  be 
prescribed  with  caution  in  individuals 
with  a history  of  gastrointestinal 
disease,  particularly  colitis. 

• Safety  and  effectiveness  have  not  been 
determined  in  pregnancy,  lactation,  and 
infants  less  than  one  month  old.  Ceclor 


penetrates  mother’s  milk.  Exercise 
caution  in  prescribing  for  these  patients. 

Adverse  Reactions:  (percentage  of 
patients) 

Therapy-related  adverse  reactions  are 
uncommon.  Those  reported  include: 

• Gastrointestinal  (mostly  diarrhea):  2.5%. 

• Symptoms  of  pseudomembranous 
colitis  may  appear  either  during  or  after 
antibiotic  treatment. 

• Hypersensitivity  reactions  (including 
morbilliform  eruptions,  pruritus,  urticaria, 
erythema  multiforme,  serum-sickness- 
like reactions):  1 .5%;  usually  subside 
within  a few  days  after  cessation  of 
therapy.  These  reactions  have  been 
reported  more  frequently  in  children 
than  in  adults  and  have  usually  occurred 
during  or  following  a second  course  of 
therapy  with  Ceclor.  No  serious  sequelae 
have  been  reported.  Antihistamines 
and  corticosteroids  appear  to  enhance 
resolution  of  the  syndrome. 


• Cases  of  anaphylaxis  have  been  reported, 
half  of  which  have  occurred  in  patients 
with  a history  of  penicillin  allergy. 

• Other:  eosinophilia,  2%;  genital  pruritus 
or  vaginitis,  less  than  1%. 

Abnormalities  in  laboratory  results  of 

uncertain  etiology 

• Slight  elevations  in  hepatic  enzymes. 

• Transient  fluctuations  in  leukocyte 
count  (especially  in  infants  and  children) 

• Abnormal  urinalysis;  elevations  in  BUN 
or  serum  creatinine 

• Positive  direct  Coombs’  test 

• False-positive  tests  for  urinary  glucose 
with  Benedict’s  or  Fehling’s  solution  and 
Clinitest®  tablets  but  not  with  Tes-Tape® 
(glucose  enzymatic  test  strip,  Lilly) 

© 1986,  ELI  LILLY  AND  COMPANY  [060485LR] 
Additional  information  available  to  the 
profession  on  request  from  Eli  Lilly  and 
Company,  Indianapolis,  Indiana  46285. 

Eli  Lilly  Industries,  Inc. 

Carolina,  Puerto  Rico  00630 
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Seated,  left  to  right,  Neil  P.  Dubner,  M.D.,  Medical  Director;  D.  Wilfred  Abse,  M.D.; 
James  K.  Barnes,  M.D.;  Ronald  L.  Myers,  M.D.  Standing,  left  to  right,  Orren  LeRoyce 
Royal,  M.D.;  Morgan  E.  Scott,  M.D.;  Don  L.  Weston,  M.D.;  Arthur  E.  Kelley,  M.D.; 
G.  Paul  Hlusko,  M.D.;  Hal  G.  Gillespie,  M.D.;  Basil  E.  Roebuck,  M.D. 


Not  Just  A Name 

Without  A Face 


For  over  70  years,  Saint  Albans  Hospital  has 
offered  the  highest  quality  of  psychiatric  care. 

At  the  center  of  this  care  are  the  fine 
physicians  on  the  Active  Medical  Staff  of  Saint 
Albans  Hospital.  Their  concern  is  reflected  in 
the  treatment  given  each  and  every  patient. 
Through  specialized  programs  for  adolescents, 
senior  adults,  those  with  chemical 
dependencies  and  those  with  eating  disorders, 
our  physicians  work  to  restore  their  patients  to 
full  recovery. 


When  you  have  a patient  in  need  of 
psychiatric  help,  call  one  of  our  doctors, 
knowing  your  patient  will  receive  the  best  care 
possible. 


Saint  Albans 
l^ychiatrk:  Hospital 


P.O.  Box  3608  Radford,  Virginia  24143 
In  Virginia:  1-800-572-3120 

Outside  Virginia:  1-800-368-3468 

Virginia’s  only  private,  full-service,  not-for-profit  psychiatric  hospital 
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The  Tennessee  Medical  Association 
approves  the  same  collection 
program  recommended  by 
medical  associations  in 
44  other  states. 

I.C.  System 

Why  these  votes  of  confidence? 


I.C.  System  is  endorsed  as  a responsible  alternative  for  physicians  who  need 
help  keeping  their  receivables  under  control.  All  collection  practices  are  legal, 
ethical  and  professional.  The  objective  is  to  collect  without  harming  the 
doctor  patient  relationship.  That’s  important. 

In  these  economic  times  you  need  a collection  program  you  can  turn  to  in 
confidence.  Consider  I.C.  System.  Write  or  phone  for  information.  The 
system  is  endorsed  by  your  association.  The  System  Works! 


The  System 
Works 


I.C.  SYSTEM,  INC. 

P.O.  Box  64639 
St.  Paul,  MN  55164-0639 
WATS  800  328-9595 
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At  the  center  of  this  care  are  the  fine 
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the  treatment  given  each  and  every  patient. 
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Management  of  Diabetes  Mellitus 
In  the  Home , Office  and  Hospital 

ALAN  L.  GRABER,  M.D. 


Chronic  management  of  diabetes  is  always  a 
compromise  between  an  ideal  goal  and  what  can 
be  achieved  for  a particular  patient.  What  can  be 
achieved  depends  on  a combination  of  biologi- 
cal, psychological,  and  social  influences,  in  addi- 
tion to  the  resources  available  to  the  clinician.1 

The  home  is  the  most  important  site  for 
chronic  disease  management,  and  therefore  what 
the  patient  does  daily  at  home  is  far  more  impor- 
tant than  office  or  hospital  encounters,  which  are 
like  single  frames  on  a movie  film.  Office  ap- 
pointments should  be  structured  to  update  the 
home  management  process  and  to  detect  and 
prevent  complications.2  Since  hospitalization  is 
frequent  in  the  diabetic  population,  it  can  also 
serve  as  an  opportunity  to  reevaluate  and  rein- 
force home  management  techniques.3 

When  faced  with  a newly  diagnosed  patient  with 

diabetes  or  a patient  in  very  poor  control,  the 
first  goal  is  to  prevent  acute  metabolic  emergen- 
cies such  as  ketoacidosis  or  the  nonketotic  hyper- 
glycemic hyperosmolar  syndrome.  If  this  cannot 
be  achieved  in  the  home-office  setting,  hospital- 


From  the  Department  of  Medicine,  St.  Thomas  Hospital,  Nashville. 
Presented  as  part  of  a course  entitled  “Outpatient  Management 
of  Chronic  Medical  Illness”  at  the  Medical  Learning  Center,  St.  Thomas 
Hospital,  Nashville,  July  17-19,  1986. 

Reprint  requests  to  261 1 West  End  Ave.,  Suite  303,  Nashville,  TN 
37203  (Dr.  Graber). 


ization  is  required.  Ketoacidosis  and  the  hyper- 
osmolar syndrome  are  hospital  emergencies  and 
their  treatment  is  beyond  the  scope  of  this  pre- 
sentation. Providing  insulin  in  adequate  doses  to 
lower  serum  glucose  below  the  renal  threshold 
usually  relieves  thirst,  polyuria,  and  the  acute 
symptoms  of  uncontrolled  diabetes.  The  patient 
with  new  or  uncontrolled  diabetes  must  receive 
insulin  and  be  instructed  in  insulin  injection  tech- 
nique before  instruction  in  diet,  blood  testing,  and 
foot  care.  If  the  physician  or  his  office  personnel 
can  do  this,  many  hospitalizations  can  be  pre- 
vented. The  remainder  of  the  patient  education 
process  can  be  pursued  systematically,  and  is 
often  more  effective  if  spread  out  over  several 
days  or  even  weeks,  rather  than  overwhelming  a 
sick  and  frightened  patient. 

After  resolving  acute  symptoms,  the  remain- 
der of  the  diabetic  patient’s  life  is  concerned  with 
the  avoidance  of  hypoglycemia  and  the  some- 
times abstract  goal  of  preventing  long-term  com- 
plications. Adolescents  and  young  adults  have  the 
most  to  gain  from  this  process,  but  often  have 
many  other  issues  to  distract  them  from  focusing 
on  possible  health  consequences  20  years  in  the 
future.  On  the  other  hand,  once  retinopathy  or 
nephropathy  are  clinically  evident,  tight  control 
of  metabolic  factors  such  as  blood  glucose  has 
little  effect,  and  most  clinical  efforts  are  focused 
on  coping  with  the  complications.  Control  of 
blood  pressure  has  more  influence  on  progres- 
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sion  of  established  nephropathy  than  control  of 
blood  glucose. 

Some  patients  have  inadequate  glucose  coun- 
terregulation, and  are  at  increased  risk  of  severe 
hypoglycemia  with  intensive  insulin  therapy.4 
These  patients  who  can’t  respond  to  the  usual 
cues  for  hypoglycemia  may  have  repeated  epi- 
sodes of  hypoglycemic  coma  if  attempts  are  made 
to  achieve  euglycemia,  and  moderate  hypergly- 
cemia should  be  the  goal  of  treatment. 

In  the  absence  of  adequate  defenses  against 
hypoglycemia,  optimal  control  of  insulin-requir- 
ing diabetes  should  aim  at  near-normal  control 
of  blood  glucose  and  normal  levels  of  hemoglo- 
bin A1C.  This  can  be  achieved  in  the  majority  of 
patients  at  least  on  a short-term  basis,  but  has 
rarely  been  documented  for  prolonged  periods.5 

Following  is  an  example  of  the  ideal  home 

management  of  a diabetic  patient.  An  intelli- 
gent, mature  young  person  has  developed  dia- 
betes, has  been  started  on  insulin,  and  no  longer 
has  any  acute  symptoms  of  insulin  deficiency;  he 
now  wants  to  actively  devote  all  his  efforts  to 
minimizing  the  long-term  effects  of  chronic  hy- 
perglycemia. He  understands  and  acknowledges 
that  neuropathy,  microangiopathy,  and  prema- 
ture vascular  disease  can  be  delayed  or  mini- 
mized by  keeping  his  blood  glucose  normal,  and 
is  willing  to  do  whatever  is  necessary  to  accom- 
plish this  goal  over  the  next  40  years  or  so  of  his 
life. 

The  patient  and  clinician  agree  on  setting  a 
target  of  fasting  serum  glucose  levels  between  70 
and  115  mg/dl.  The  level  of  115  mg/dl  is  selected 
because  it  is  the  upper  limit  of  normal  in  a non- 
pregnant adult.6  Actually,  microvascular  progres- 
sion has  been  demonstrated  prospectively  in 
populations  with  sustained  fasting  hyperglycemia 
above  140  mg/dl.  In  pregnancy  the  ideal  target 
goal  for  fasting  serum  glucose  would  be  60  to  100 
mg/dl,  because  this  represents  the  range  in  non- 
diabetic pregnant  women.  After  meals  the  glu- 
cose target  range  increases  to  200  mg/dl  in  the 
nonpregnant  individual,  and  to  150  mg/dl  in  the 
pregnant  woman,  but  should  return  to  the  fasting 
level  before  the  next  meal.  Random  values  above 
200  mg/dl  in  the  nonpregnant  adult,  or  above  150 
mg/dl  during  pregnancy,  would  indicate  unac- 
ceptable control  and  would  require  immediate 
supplemental  insulin.  This  type  of  metabolic  con- 
trol could  be  achieved  in  some  stable  type  II  di- 
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abetic  patients  who  have  considerable  endoge- 
nous insulin  reserve,  but  in  our  experience  the 
average  insulin-requiring  type  II  diabetic  patient 
has  no  better  metabolic  control  than  the  average 
type  I patient. 

The  achievement  of  this  type  of  metabolic 
control  in  insulin-requiring  diabetics,  either  type 
I or  type  II,  requires  frequent  home  capillary 
blood  glucose  monitoring.7  This  ideal  patient 
agrees  to  perform  this  test  eight  times  daily:  be- 
fore each  meal,  two  hours  after  each  meal,  at 
bedtime,  and  about  2 am,  to  assure  that  he  does 
not  develop  asymptomatic  undetected  nocturnal 
hypoglycemia. 

Our  patient  has  unlimited  financial  resources, 
patience,  family  support,  job  security,  and  emo- 
tional stability.  In  addition,  he  eats  his  meals 
precisely  as  instructed  at  the  same  time  each  day, 
carefully  counting  both  the  number  of  diabetic 
exchanges  and  the  grams  of  carbohydrates  each 
time  he  eats.  He  exercises  the  same  amount  at 
the  same  time  every  day  of  each  week,  never  gets 
sick,  never  gets  pregnant,  never  goes  on  a trip, 
and  never  loses  enthusiasm  for  precise  control  of 
his  diabetes.  In  order  to  achieve  the  best  control, 
he  cheerfully  purchases  and  wears  an  ambulato- 
ry, battery-powered  insulin  pump  for  chronic 
subcutaneous  insulin  infusion  (CSII),  despite  its 
cost  and  inconvenience,  and  never  gets  a skin  in- 
fection or  has  any  discomfort  at  the  needle  inser- 
tion site.  In  addition,  the  needle  never  gets  dis- 
lodged, even  during  exercise  or  sex,  and  the 
infusion  tubing  has  never  become  obstructed. 

Normal  pancreatic  insulin  secretion  has  two 

phases,  basal  and  meal-stimulated.  The  basal  se- 
cretion, which  remains  fairly  constant  in  the 
postabsorptive  state,  comprises  about  40%  to 
60%  of  the  total  daily  insulin  secretion.  The  bas- 
al insulin  requirement  has  been  found  to  be  1.5 
units/hr  in  this  patient  by  a clinical  test  designed 
to  determine  basal  insulin  requirements.8  The 
basal  insulin  infusion  rate  on  the  pump  is  there- 
fore set  at  1.5  units/hr,  or  36  units/day,  and  the 
patient  is  given  an  algorithm  to  change  the  basal 
rate  depending  on  the  results  of  his  blood  glu- 
cose results  at  2 am  and  6 am.  If  there  is  an 
unexplained  reproducible  increase  in  blood  glu- 
cose in  the  early-morning  hours,  the  so-called 
dawn  phenomenon,  the  insulin  pump  must  be 
programmed  to  deliver  a higher  basal  rate  during 
these  hours.9  The  patient  administers  his  premeal 
insulin  boluses  at  least  60  minutes  before  he  eats, 
in  order  to  allow  time  for  absorption  of  subcuta- 
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neous  insulin  to  coincide  with  absorption  of  in- 
gested carbohydrate.  Serum  insulin  levels  reach 
a peak  one  to  two  hours  after  subcutaneous  in- 
jection.10 This  explains  the  difficulty  in  minimiz- 
ing postprandial  blood  glucose  rise  in  patients 
who  lack  endogenous  insulin  secretion.11 

Starting  guidelines  for  premeal  boluses  aver- 
age 1 unit/10  gm  of  carbohydrate  ingested,  but  in 
reality  different  types  of  carbohydrate  lead  to 
greatly  different  degrees  of  postprandial 
hyperglycemia12;  therefore  the  “glycemic  index” 
of  carbohydrates  must  be  taken  into  account  in 
determining  the  difference  in  premeal  insulin  dose 
for  equivalent  amounts  of  bread,  potatoes,  corn, 
or  beans. 

An  example  algorithm  for  this  patient  might 
be  constructed  as  shown  in  Table  1. 

If  the  patient  does  not  use  an  insulin  pump, 
combinations  of  intermediate  or  long-acting  in- 
sulin with  premeal  regular  insulin  can  be  used. 
The  principles  of  dosage  and  changes  are  similar 
to  those  described  for  CSII,  but  the  results  are 
less  precise,  primarily  because  of  differences  in 
rates  of  absorption  from  one  patient  to  another. 
For  example,  the  duration  of  regular  insulin  ef- 
fect varies  from  four  to  eight  hours,  and  the  du- 
ration of  NPH  or  Lente  is  even  more  difficult  to 
predict.  In  addition,  the  time  course  of  a dose  of 
insulin  varies  depending  upon  the  anatomical  site 


TABLE  1 

ALGORITHM  FOR  INSULIN  ADMINISTRATION 
IN  A SAMPLE  PATIENT 


FBS  (mg/dl) 
<70 
70-125 
>125 


Basal  Rate 

Change  Basal  Rate 
decrease  10%  to  32  units/day 
continue  36  units/day 
increase  10%  to  40  units/day 

Premeal  Boluses 


Premeal  Glucose  (mg/dl)  Dose 

<70  0 

70-125  1 unit/10  gm  carbohydrate 

125-200  1 unit/5  gm  carbohydrate 

>200  1 unit/5  gm  + 3 unit  supplement 

Premeal  boluses  are  changed  by  observing  their  effect  on  the  out- 
come blood  glucose  obtained  at  least  four  hours  later,  or  before  the 
next  meal,  as  follows: 


Change  Premeal  Boluses,  Based  on  Yesterday’s  Results 

Prelunch  Glucose  (mg/dl)  Change  Prebreakfast  Dose 

<70  decrease 

70-125  no  change 

125-200  increase 

>200  increase  more 


of  injection,  with  the  rate  of  absorption  highest 
in  the  abdomen,  intermediate  in  the  arms,  and 
lowest  in  the  legs.  Muscular  exercise  in  an  ex- 
tremity also  increases  the  rate  of  insulin  absorp- 
tion. Given  these  limitations,  algorithms  may  be 
prescribed  for  the  twice-daily  mixtures  of  inter- 
mediate-duration and  regular  insulin  commonly 
used,  but  their  effectiveness  for  ambulatory  pa- 
tients has  never  been  established.  Such  algo- 
rithms, or  guidelines  for  dosage  changes,  consist 
of  changing  a given  insulin  dose  based  on  the 
preceding  day’s  outcome  of  that  dose,  as  follows: 


Insulin  Dose 

Prebreakfast  regular 
Prebreakfast  NPH  or  Lente 
Presupper  regular 
Presupper  NPH  or  Lente 


Outcome  Blood  Glucose 

Prelunch 

Presupper 

Bedtime 

2 am  or  prebreakfast 


The  ideal  patient  keeps  accurate  and  reliable 
records  of  home  blood  glucose  monitoring,  but 
some  patients  have  been  shown  to  report  values 
at  home  which  are  erroneously  low  either  be- 
cause of  improper  technique  or  deliberate  falsi- 
fication.13 Therefore  measurement  of  hemoglo- 
bin A1C  every  three  or  four  months  is  necessary 
to  determine  overall  outcome  of  metabolic  con- 
trol. The  hemoglobin  A1C  test  affords  the  best 
estimate  of  time-averaged  blood  glucose  for  the 
preceding  three  months.  Misconceptions  of  both 
patient  and  physician  regarding  the  effectiveness 
of  control  can  be  identified.14 

Despite  state-of-the-art  outpatient  medical  su- 
pervision, including  the  provision  of  patient  ed- 
ucation, diet  instruction,  home  blood  glucose 
monitoring,  and  algorithms  to  change  insulin 
dosage,  the  majority  of  diabetic  patients  remain 
in  poor  control.  In  a series  of  233  patients  we 
studied  in  the  office,  mean  glycosylated  hemo- 
globin (hemoglobin  A1C)  and  office  blood  glu- 
cose test  results  indicated  average  blood  glucose 
values  to  vary  between  200  and  300  mg/dl  over  a 
four-year  period.15 

The  ideal  patient  makes  an  office  appointment 
approximately  every  three  months,  at  which  time 
serum  glucose  and  hemoglobin  A1C  are  deter- 
mined. Metabolic  control  and  insulin  dosage  are 
reviewed,  but  in  truth  a method  should  be  estab- 
lished to  accomplish  this  in  a more  timely  fash- 
ion, for  there  is  little  interest  in  perusing  results 
of  home  blood  glucose  tests  from  three  months 
ago.  The  ideal  patient  removes  his  shoes  and 
socks  for  the  physician  to  inspect  his  feet  at  each 
office  visit.  Screening  for  complications,  includ- 
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ing  examination  of  optic  fundi,  neurological  sta- 
tus, urinalysis,  and  pulses,  should  be  done  sys- 
tematically probably  at  least  once  a year  in 
asymptomatic  patients.  Retinal  photography  is  the 
best  method  for  detecting  asymptomatic  prolif- 
erative retinopathy  at  a stage  where  intervention 
with  laser  treatment  could  prevent  visual  deteri- 
oration. A set  of  fundus  photographs  should  be 
obtained  early  in  the  course  of  diabetes  and  re- 
peated at  intervals,  though  the  optimal  frequen- 
cy from  a cost/benefit  viewpoint  for  this  screen- 
ing has  not  yet  been  determined.  Ideally,  blood 
pressure,  serum  lipids,  weight,  and  other  coro- 
nary risk  factors  will  be  kept  normal. 

The  ideal  patient  will  never  require  hospitali- 
zation, but  about  10%  of  the  diabetic  population 
is  hospitalized  each  year,  usually  for  complica- 
tions of  diabetes  or  for  reasons  not  directly  as- 
sociated with  diabetes  control.  Vascular  compli- 
cations and  lesions  of  the  lower  extremities 
account  for  the  majority.  When  hospitalized,  di- 
abetic patients  have  longer  hospital  stays  and  a 
higher  frequency  of  readmission  than  nondiabet- 
ic patients. 

Though  ketoacidosis,  hyperosmolar  coma,  hy- 
poglycemia, and  other  metabolic  problems  are 
relatively  infrequent  causes  of  hospitalization, 
provision  for  monitoring  and  controlling  blood 
glucose  during  hospitalization  is  necessary  for  all 
diabetic  patients,  regardless  of  the  reason  for  ad- 
mission. In  all  cases,  the  physician  should  set  a 
target  range  for  blood  glucose  levels;  we  fre- 
quently set  target  ranges  such  as  80  to  200  mg/dl 
as  acceptable  during  hospitalization.  Either  spe- 
cially trained  nurses  or  algorithms  must  be  sup- 
plied to  deal  with  hypoglycemia  and  hypergly- 
cemia, both  of  which  can  be  expected  to  occur  in 
the  hospital.  Healing  of  infections  or  wounds 


should  be  enhanced  and  hospitalization  should  be 
shortened  by  these  maneuvers. 

Hospitalization  strictly  for  metabolic  control  or 
patient  education  is  becoming  progressively  in- 
frequent. Though  strict  control  of  blood  glucose 
can  be  achieved  under  hospital  conditions  and  is 
sometimes  necessary,  e.g.,  for  healing  of  infec- 
tion, it  cannot  be  expected  to  continue  after  dis- 
charge. When  the  patient  is  not  too  ill,  education 
in  self-care  and  diet  should  be  provided  in  the 
hospital.  In  many  communities  hospitalization  is 
the  only  opportunity  for  this.  Ideally,  this  should 
be  supplemented  by  outpatient  programs  when 
the  patient  is  in  his  usual  environment.  r % 
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A History  of  Cancer  in 

US.  Presidents 

STEVEN  HOLT  STOKES,  M.D. 


Approximately  one  year  ago  America  was 
rocked  by  Dr.  Steven  Rosenberg’s  sober  state- 
ment, “The  President  has  cancer.”  As  we  cele- 
brate President  Reagan’s  anniversary  of  contin- 
ued good  health  following  his  successful  surgery, 
it  is  of  interest  to  reflect  on  other  chief  execu- 
tives who  have  experienced  this  illness. 

Ulysses  S.  Grant 

It  was  June  1884,  and  former  President  Ulys- 
ses S.  Grant’s  life  was  again  in  shambles.  Not 
since  his  resignation  from  the  Army  in  1854,  fol- 
lowing allegations  of  alcoholism,  had  the  future 
seemed  so  bleak.  Three  weeks  previously  the  in- 
vestment firm  of  “Grant  and  Ward”  had  col- 
lapsed. Ward,  using  Grant’s  political  contacts  and 
national  reputation,  had  been  successful  in  entic- 
ing potential  investors,  but  in  collusion  with  a 
banker,  he  used  a portion  of  new  investor  money 
for  dividends  and  embezzled  the  remainder. 
Inevitably  the  firm  went  bankrupt,  leaving  Pres- 
ident Grant  virtually  penniless. 

It  was  shortly  thereafter  that  he  noticed  pro- 
gressive pain  in  his  throat.  Upon  the  urging  of 
his  family  a noted  Philadelphia  surgeon,  J.  M. 
DaCosta,  was  summoned.  His  initial  evaluation, 
at  the  former  President’s  home,  identified  a mass 
at  the  base  of  the  tongue.  DaCosta  left  a pre- 
scription and  requested  Grant  contact  his  family 
physician,  Dr.  Fordyce  Barker.  DaCosta  failed 
to  notify  Dr.  Barker  of  his  findings,  possibly  out 
of  embarrassment  for  having  examined  another 
physician’s  patient  without  his  consent,  and  Grant 
failed  to  mention  that  Dr.  Barker  was  in  Europe 
for  the  summer.1 

Dr.  DaCosta’s  prescription  initially  relieved  the 
pain,  but  by  October  the  discomfort  had  re- 
turned with  increased  intensity,  and  upon  his 
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wife’s  insistence  he  finally  kept  his  appointment 
with  Dr.  Barker,  who  following  an  abbreviated 
examination  immediately  referred  him  to  Dr. 
John  Hancock  Douglas,  a noted  otolaryngologist 
in  New  York. 

Dr.  Douglas,  who  had  served  on  the  U.S. 
Sanitary  Commission  during  the  war,  had  known 
the  then  “General  Grant”  well.  On  the  morning 
of  Oct.  22,  1884,  four  months  after  the  appear- 
ance of  his  symptoms,  Grant  appeared  in  the  of- 
fice of  Dr.  Douglas.2  The  General  explained  his 
difficulty  in  swallowing  and  attributed  his  current 
illness  to  the  recent  shock  of  his  recuperative 
powers  (Grant-Ward  failure)  from  which  he  had 
failed  to  recover.  Douglas  found  the  velum  in- 
flamed, of  a “dark,  deep  congestive  hue,  a scaly 
squamous  inflammation,  strongly  suggestive  of  a 
serious  epithelial  trouble.”  Upon  completion  of 
his  examination,  the  only  question  Grant  asked 
was,  “Is  it  cancer?” 

The  question  having  been  asked,  says  Dr. 
Douglas,  “I  realized  that  if  he  once  found  out 
that  I had  deceived  him,  I could  never  reinstate 
myself  in  his  good  opinion.”  I said,  “General, 
the  disease  is  serious,  epithelial  in  character,  and 
sometimes  capable  of  being  cured.”2 

Dr.  Douglas  consulted  Dr.  Shrady  concerning 
the  advisability  of  an  operation.  Shrady,  who  had 
previously  attended  Frederick  III  of  Germany 
prior  to  his  death  from  laryngeal  carcinoma,  rec- 
ommended against  surgery.  The  decision  not  to 
operate,  which  later  generated  intense  contro- 
versy, “was  manifested  in  sparing  him  unneces- 
sary mutilation  and  allowed  him  to  spend  the  rest 
of  his  days  in  comparative  comfort.  However,  it 
meant  suffering  for  him  until  the  end.” 

At  this  point  an  individual  appeared  who,  al- 
though not  offering  a chance  of  cure,  at  least  of- 
fered him  a purpose  for  living.  Mark  Twain  had 
previously  attempted,  without  success,  to  per- 
suade Grant  to  write  his  memoirs.  Twain,  fresh 
from  the  triumph  of  Huckleberry  Finn,  accident- 
ly overheard  a reporter  at  a lecture  hall  comment 
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that  General  Grant  had  now  decided  to  publish 
his  memoirs.  The  reporter  declared  that  in  view 
of  his  financial  distress,  Grant  was  “gladdened” 
by  the  promise  of  $500  for  each  of  three  articles 
on  disputed  battles  of  the  war,  with  the  possibil- 
ity of  extending  the  effort  into  a book. 

Next  morning,  Mark  Twain  called  on  General 
Grant  to  “smoke  a cigar.”  He  said  to  the  Gen- 
eral, “If,  as  I have  heard,  you  are  writing  a book, 
I hope  you  make  a good  sum  for  yourself  and 
family.  As  a friend,  do  you  mind  showing  me  the 
proposed  contract?”  Twain  discovered  that  the 
publishers  had  offered  a straight  10%  royalty 
without  advance  payment  and  no  guaranteed 
sales.  Twain  stormed  that  no  man  could  be  bound 
by  such  an  inequitable  contract.  He  immediately 
offered  Grant  $25,000  as  an  advance  on  expected 
royalties  of  the  first  volume  and  $25,000  for  any 
subsequent  volumes.  The  publishers,  with  whom 
Grant  had  contracted,  were  privately  chagrined 
that  someone  else  had  “plowed  with  our  heifer”2 
but  did  not  attempt  to  enforce  their  contractual 
agreement.  Grant  again  had  a purpose  for  living. 
By  writing  his  memoirs  he  could  provide  an  es- 
tate for  his  wife  and  children. 

Grant  initially  traveled  twice  a day  by  street- 
car (he  could  not  afford  a private  carriage)  to 
Douglas’  office,  where  the  doctor  would  spray 
cocaine  on  the  cancer,  affording  enough  relief  for 
Grant  to  swallow  and  continue  writing.  Later  on, 
when  Grant  became  too  weak  to  travel.  Dr. 
Douglas  visited  him  at  home,  administering  hy- 
podermic injections  of  brandy  and  morphine, 
along  with  local  applications  of  cocaine. 

The  newspapers  criticized  Grant’s  treatment, 
attacking  Dr.  Douglas  and  second  guessing  Dr. 
Shrady’s  original  decision  not  to  operate.  Unso- 
licited “cures”  were  offered  via  the  press,  and  of 
one  newspaper  Grant  wrote,  “It  is  an  advertising 
medium  for  quack  medicines  prepared  by  igno- 
rant people.”  This  public  support  must  have  been 
a comfort  to  his  physicians  as  they  were  forced 
to  watch  him  deteriorate.  Nonetheless,  Dr. 
Douglas,  by  providing  moderate  relief  of  his  pain, 
allowed  Grant  to  work  at  a feverish  pace  through 
the  winter  and  early  spring. 

On  July  28,  five  days  after  mailing  Volume  II 
of  his  memoirs  to  the  printer.  Grant  died  quietly, 
his  family  and  Dr.  Douglas  at  his  side.  At  the 
end  he  was  at  peace,  knowing  his  wife  and  family 
would  be  solvent.  Julia  Grant’s  initial  royalty 
check  was  for  $200,000,  with  his  memoirs  ulti- 
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mately  generating  half  a million  dollars.  Like  his 
Civil  War  triumphs,  General  Grant’s  final  cam- 
paign had  also  been  successful. 

Grover  Cleveland 

On  March  4,  1893,  Grover  Cleveland  was  in- 
augurated even  as  financial  collapse  of  the  U.S. 
Government  loomed  on  the  horizon,  the  result 
of  the  1890  Sherman  Act,  which  required  the 
government  to  purchase  yearly  54  million  ounces 
of  silver  against  which  treasury  notes  were  is- 
sued, all  redeemable  in  gold.  The  world  financial 
markets  were  on  a gold  standard  alone,  and  for- 
eign creditors  required  payment  in  gold  for  inter- 
national transactions.  This  demand  for  gold  re- 
sulted in  rapid  depletion  of  the  U.S.  Treasury’s 
gold  reserves.  By  inauguration  day  the  Secretary 
was  reduced  to  begging  patriotic  banks  and 
bankers  to  let  the  government  have  their  gold.3 
At  his  inauguration  in  March,  President  Cleve- 
land declared  he  would  exhaust  all  legal  powers 
to  prevent  depreciation  of  the  currency.  Despite 
the  impending  crisis,  Congress  adjourned  with- 
out enacting  legislation  to  ease  the  financial  sit- 
uation. 

On  Tuesday,  June  13,  1893,  four  months  after 
assuming  office.  President  Cleveland  was  visited 
socially  by  Major  Robert  O’Reilly,  the  White 
House  physician.4  While  there,  he  was  invited  to 
examine  a “rough  place”  on  the  roof  of  the  Pres- 
ident’s mouth.  He  found  an  “ulcer  as  large  as  a 
quarter  of  a dollar,  extending  from  the  molar 
teeth  to  within  one  third  of  an  inch  of  the  middle 
line  and  encroaching  slightly  on  the  soft  palate.”3 
Dr.  O’Reilly  arranged  for  a long  time  friend  and 
surgeon,  Dr.  Joseph  Bryant,  to  examine  Mr. 
Cleveland.  Dr.  Bryant  quickly  came  to  Washing- 
ton and  agreed  with  the  diagnosis  of  malignancy. 
The  President,  after  his  examination,  inquired: 
“What  do  you  think  it  is,  Doctor?”  Dr.  Bryant 
replied,  “Were  it  in  my  mouth,  I would  have  it 
removed  at  once.”3 

In  discussing  the  plans  for  surgery,  the  Presi- 
dent insisted  on  absolute  secrecy,  and  the  avoid- 
ance of  even  a hint  of  suspicion  that  anything  of 
significance  was  pending.  He  decided  that  July  1 
was  the  earliest  possible  date  for  surgery.  Colo- 
nel LaMont,  the  Secretary  of  War,  and  a close 
personal  friend,  was  the  only  one  in  government 
informed  of  the  details.3  To  insure  the  best  chance 
of  secrecy,  it  was  elected  to  perform  the  opera- 
tion aboard  the  Oneida,  the  yacht  of  another 
friend,  E.  C.  Benedict. 

Dr.  Bryant  was  a fortunate  choice  as  the  sur- 
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gical  consultant.  Three  years  earlier  he  had  ad- 
dressed the  Medical  Society  of  New  York  on  “A 
History  of  Two  Hundred  and  Fifty  Cases  of  Ex- 
cisions of  the  Superior  Maxilla,”  of  which  two  of 
the  cases  were  his.4  In  that  series  there  was  a 14% 
operative  mortality,  usually  related  to  bleeding 
and  infection.  He  was,  therefore,  well  aware  of 
the  potential  risk  of  the  approaching  surgery. 

On  the  morning  of  June  30,  Mr.  Cleveland  is- 
sued a call  for  a special  session  of  Congress  to 
convene  on  Aug.  7 for  the  purpose  of  resolving 
the  financial  crisis.  That  afternoon  he  departed 
the  White  House  by  train  for  New  York  harbor, 
arriving  aboard  the  Oneida  around  midnight.3-5 

After  it  had  been  decided  that  the  surgery 
would  be  performed  aboard  ship,  the  Oneida  had 
been  the  scene  of  intense  activity.  The  saloon  was 
prepared  and  disinfected.  An  operating  table, 
necessary  instruments,  and  drugs  and  medica- 
tions were  secretly  brought  aboard.  A surgical 
team  was  quietly  assembled.  In  addition  to  Dr. 
Bryant,  the  surgeon,  additional  members  includ- 
ed Dr.  E.  G.  Janeway,  internist;  Dr.  John  Erd- 
mann, first  surgical  assistant;  Dr.  Ferdinand  Has- 
brouck,  a dentist  experienced  in  administering 
nitrous  oxide,  and  Dr.  O’Reilly. 

Of  major  concern  was  the  anesthetic,  espe- 
cially in  a man  of  the  President's  physical  condi- 
tion. He  was  56  years  old  and  very  obese,  with  a 
short  neck;  he  was  fatigued  by  four  months  of 
continuous  conflict  with  Congress.  It  was  decid- 
ed that  the  initial  teeth  extraction  would  be  per- 
formed under  nitrous  oxide,  with  ether  reserved 
for  the  maxillary  bone  resection. 

On  the  morning  of  July  1,  the  Oneida  steamed 
up  the  East  River  at  half  speed  while  the  opera- 
tion proceeded.  After  the  two  upper  bicuspid 
teeth  were  quickly  extracted,  an  intraoral  exci- 
sion was  made  removing  the  lateral  half  of  the 
hard  palate,  including  the  gingiva.  It  was  found 
that  the  tumor  had  extended  into  the  antrum  su- 
periorly, requiring  excision  of  the  floor  of  the  or- 
bit; by  cautery  and  packing  with  gauze,  bleeding 
was  controlled  and  the  surgery  completed  in  one 
and  a half  hours.  Throughout  the  procedure  Dr. 
Janeway  monitored  the  patient’s  general  condi- 
tion, Dr.  Hasbrouck  administered  the  nitrous  ox- 
ide, Dr.  O’Reilly  the  ether,  and  Dr.  Bryant  per- 
formed the  surgery,  assisted  by  Dr.  Keen  and  Dr. 
Erdmann.4 

Mr.  Cleveland  recovered  rapidly  and  was  out 
of  bed  on  the  second  postoperative  day.  There 
was  no  evidence  of  infection,  and  he  reached 
Gray  Gables,  the  private  presidential  retreat,  July 


5,  four  days  after  surgery. 

Unfortunately,  two  weeks  later  Dr.  Bryant 
detected  a persistent  suspicious  area  on  the  inner 
margin  of  the  wound  and  on  July  17  the  Presi- 
dent again  boarded  the  Oneida  for  additional  ex- 
cision and  cautery  of  the  abnormal  area.  As  this 
was  a less  extensive  procedure,  he  returned  to 
Gray  Gables  the  following  day  for  continued  re- 
covery. 

Rumors  had  begun  to  circulate  that  the  Presi- 
dent was  seriously  ill.  Attorney  General  Olney, 
after  several  attempts,  was  finally  allowed  to  see 
Mr.  Cleveland.  The  President’s  mouth  was 
packed  with  gauze  and  the  first  intelligible  utter- 
ance was,  “My  God,  Olney,  they  nearly  killed 
me!”5-6 

With  gauze  packing  the  surgical  cavity,  his 
speech,  although  labored,  was  intelligible,  but 
with  the  gauze  removed  it  was  uninterpretable, 
resembling  that  caused  by  a severe  cleft  palate. 
To  quiet  newspaper  speculation  and  reassure  the 
public,  Secretary  Lamont  held  a press  confer- 
ence where  it  was  maintained  that  the  operation 
had  been  for  the  removal  of  a bad  tooth.  Dr. 
Bryant,  despite  considerable  badgering  by  the 
press,  refused  to  comment  on  the  true  nature  of 
the  operation.  One  enterprising  reporter,  in  an 
effort  to  disprove  the  official  story,  even  ferreted 
out  the  steward  on  the  Oneida. 

Dr.  K.  Gibson,  a prosthodontist,  established  a 
dental  laboratory  at  Gray  Gables,  where  he  fash- 
ioned a vulcanized  rubber  prosthesis;  it  was  so 
skillfully  crafted  that  once  it  was  in  place  the 
President’s  speech  was  excellent,  without  altera- 
tion in  its  quality.3 

On  Aug.  7,  the  President  appeared  before 
Congress  asking  for  repeal  of  the  Sherman  Silver 
Act.  Shortly  thereafter,  the  Philadelphia  Press 
published  a fairly  accurate  account  of  the  Presi- 
dent’s cancer  surgery.  Dr.  Hasbrouck  had  care- 
lessly confided  to  a friend  the  details  of  the  op- 
eration, who  then  related  them  to  a reporter.  Dr. 
Bryant  was  so  upset  by  the  breach  of  secrecy  that 
he  never  again  spoke  to  Dr.  Hasbrouck  and  sent 
him  a one  dollar  fee  by  a messenger  for  his  serv- 
ices.5 

The  White  House  denied  the  story  and  la- 
beled it  a spurious  campaign  by  the  Silver  Inter- 
est to  discredit  the  President’s  efforts  for  repeal 
of  the  Sherman  Act.  In  view  of  President  Cleve- 
land’s having  opened  the  special  session  of  Con- 
gress with  no  evidence  of  a scar  and  in  perfect 
voice,  the  newspaper  account  was  discredited. 

President  Cleveland  had  no  further  difficulty 
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with  his  cancer.  He  survived  for  an  additional  15 
years,  ultimately  dying  of  heart  failure.  It  was  not 
until  Dr.  W.  Keen  published  his  account  in  the 
1917  Saturday  Evening  Post  that  the  public  was 
made  aware  of  the  seriousness  of  the  President’s 
operation,  which  contrasts  sharply  with  President 
Reagan’s  surgery.  Here  the  most  intimate  details 
were  openly  discussed,  leaving  the  White  House 
staff  fuming  over  the  “tasteless”  drawings  of  the 
President’s  bowels  that  appeared  in  some  news- 
papers.7 

Ronald  Reagan 

During  a routine  examination  in  May  1984,  a 
hyperplastic  polyp  was  removed  from  the  Presi- 
dent’s lower  colon.8  No  further  examinations  were 
performed  until  March  1985,  when  an  additional 
small  hyperplastic  polyp  was  detected.  However, 
the  more  ominous  findings  of  occult  intestinal 
bleeding  prompted  the  recommendation  for  a 
more  thorough  colonoscopic  evaluation  of  the 
entire  colon.  Due  to  the  demands  of  office,  not 
until  July  was  President  Reagan  able  to  enter 
Bethesda  Naval  Hospital  for  this  evaluation. 

The  colonoscopy  had  been  expected  to  be  a 
routine  30  to  45  minute  procedure  to  search  for 
and  remove  any  additional  polyps.  To  the  physi- 
cian’s surprise,  a large  villous  adenoma,  a known 
premalignant  lesion,  was  encountered  near  the 
ileocecal  junction. 

President  Reagan,  on  being  informed  of  the 
findings,  elected  to  proceed  with  surgical  remov- 
al the  following  day.  Despite  an  initial  biopsy 
showing  no  evidence  of  tumor,  the  hemicolecto- 
my specimen  demonstrated  invasive  carcinoma. 


Fortunately,  there  was  no  evidence  of  nodal  me- 
tastasis, and  the  tumor  was  confined  to  the  wall 
of  the  colon,  both  of  which  findings  predict  an 
excellent  chance  of  cure.9 

Summary 

In  reviewing  the  details  of  how  each  president 
responsed  to  cancer,  there  is  one  central  theme. 
All  demonstrated  remarkable  courage  and  over- 
riding concern  for  the  welfare  of  others.  Grant’s 
goal  was  to  survive  long  enough  to  complete  his 
memoirs  providing  an  inheritance  for  his  wife  and 
family.  Cleveland  would  consent  to  surgery  only 
once  he  was  assured  secrecy  could  be  maintained 
so  as  not  to  jeopardize  the  economic  stability  of 
the  country.  President  Reagan  immediately  re- 
sumed the  responsibilities  of  his  office  despite 
major  surgery. 

The  diagnosis  of  cancer  has  always  elicited 
fear.  Each  president  refused  to  allow  his  fear  to 
overwhelm  him.  Instead,  in  each  case  the  indi- 
vidual proceeded  with  the  best  therapy  available. 
Each  maintained  control  of  his  life,  thereby  set- 
ting an  example  for  all  of  us  with  a similar  diag- 
nosis to  emulate.  ZH  7^ 
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Sickle  Cell  Disease  and 

Sudden  Death 

IFEANYI  0.  0BIANY0,  M.D.  and  ROBERT  E.  HARDY,  M.D. 


Sickle  cell  trait,  the  heterozygous  state  (Hb  SA), 
is  present  in  8%  of  American  blacks  and  in  as 
many  as  30%  of  some  African  populations.1  Ini- 
tially described  by  Diggs2  as  usually  a harmless 
carrier  state  or  condition  rather  than  a disease,  it 
has  been  known  to  cause  spontaneous  hematu- 
ria,3 and  renal4  and  splenic5  infarctions.  Follow- 
ing the  review  of  deaths  attributed  to  sickle  cell 
trait  in  1964  by  Schenk,6  a number  of  cases  in- 
volving sudden  death  from  sickle  cell  heterozy- 
gous states  have  been  reported.7-8 

Sickle  hemoglobin,  the  homozygous  state 
(Hb  SS),  so  called  because  of  the  sickle  shape  it 
imparts  to  deoxygenated  red  cells,  is  responsible 
for  a wide  spectrum  of  disorders  that  vary  as  to 
degree  of  anemia,  frequency  of  crises,  extent  of 
organ  damage,  and  duration  of  survival.  This  dis- 
ease has  been  recognized  as  a lifelong  debilitat- 
ing disease,  serious  and  frequently  lethal,  culmi- 
nating in  multiple  hospital  admissions.  Rheologic 
abnormalities  characteristic  of  this  anemia  have 
resulted  in  acute  episodes  and  resultant  chronic- 
ity  leading  to  organ  damage.  Recurrent  vaso-oc- 
clusive  crises,  which  are  a major  feature  of  this 
disease,  have  resulted  in  renal,  hepatic,  skeletal, 
and  neurologic  dysfunction.  Sudden  death  in  sic- 
kle cell  disease  patients  is  increasing,  though  only 
a few  cases  have  been  reported.  We  describe  here 
two  cases  of  sudden  death  in  patients  with  known 
sickle  cell  anemia. 

Case  Reports 

Case  1.  A 33-year-old  black  man  was  admitted  to  Hub- 
bard Hospital  in  October  1984  because  of  two  weeks  of  dysp- 
nea at  rest,  pleuritic  chest  pain,  leg  edema,  dry  hacking  cough, 
and  fever. 

In  1953,  when  he  was  2 years  old,  he  was  diagnosed  as 
having  sickle  cell  anemia,  Hb  SS.  He  had  been  having  an 
average  of  three  crises  per  year,  mostly  triggered  by  infec- 
tions. He  had  right  lower  lobe  pneumonia  in  September  1981, 
bilateral  pneumonia  in  February  1983,  and  cryptococcal 
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pneumonia  in  October  1984.  He  had  a cholecystectomy  for 
cholelithiasis  and  cholecystitis  in  May  1983,  and  congestive 
cardiopathy  with  an  ejection  fraction  of  30%  in  October  1983. 
He  had  smoked  one  pack  of  cigarettes  every  day  for  15  years 
and  worked  as  a school  bus  driver. 

At  the  time  of  his  last  admission  to  the  hospital,  he  had 
signs  of  congestive  heart  failure  with  a blood  pressure  of  120/ 
90  mm  Hg,  pulse  80/min,  and  regular  respiration  at  22/min. 
Neck  veins  were  distended,  with  an  estimated  jugulo-venous 
pressure  of  12  cm  H20.  He  had  bilateral  inspiratory  and  ex- 
piratory wheezes  with  rales  and  rhonchi  more  marked  in  the 
right  lung  fields.  Cardiac  examination  revealed  a normal  sin- 
us rhythm,  regular  rate,  and  an  S3  gallop.  His  abdomen  was 
distended,  with  the  liver  percussed  at  18  cm  in  the  anterior 
axillary  line  without  fluid  waves. 

He  had  marked  scleral  icterus,  pale  conjunctivae,  and  right 
anisocoria.  Leukocyte  count  was  15,000/cu  mm,  with  79% 
segmented  neutrophils,  2%  bands,  15%  lymphocytes,  and  4% 
monocytes;  hematocrit  was  26.7%  with  a reticulocyte  count 
of  14.7%.  Chest  x-ray  revealed  cardiomegaly,  with  left  atrial 
and  biventricular  enlargement  and  consolidations  of  the  right 
lung.  Fiberoptic  bronchoscopy  revealed  chronic  bronchitis,  and 
bronchial  secretions  contained  Cryptococcus  neoformans. 
Cerebrospinal  fluid  analysis  and  blood  cultures  were  nega- 
tive. 

This  patient  was  treated  with  amphotericin  B for  his 
pneumonia  and  for  heart  failure;  both  improved.  He  was  sub- 
sequently discharged  but  was  readmitted  two  weeks  later  for 
treatment  of  local  infection  at  the  catheter  site.  After  cathe- 
ter replacement  he  returned  home  on  continued  antifungal 
therapy  which  resulted  in  further  improvement. 

On  two  follow-up  visits,  he  appeared  to  be  asymptomatic 
and  doing  well  without  any  further  complications,  but  on  Jan. 
30,  he  suddenly  had  a cardiac  arrest  at  home  and  died.  No 
autopsy  was  performed. 

Case  2.  A 35-year-old  black  man  was  admitted  to  Hub- 
bard Hospital  in  March  1985  for  iron  overload  and  for  right 
hip  and  back  pain  of  10  years’  duration  which  progressively 
worsened  and  subsequently  culminated  in  aseptic  necrosis  of 
the  femoral  heads. 

In  1957,  when  he  was  3 years  old,  he  was  diagnosed  as 
having  sickle  cell  anemia,  Hb  SS.  He  had  an  average  of  four 
crises  per  year,  usually  associated  with  infection.  He  had  two 
episodes  of  pneumococcal  pneumonia  and  several  superficial 
skin  ulcers  of  his  right  ankle.  He  also  developed  salmonella 
osteomyelitis  of  the  tibial  tuberosity  six  weeks  prior  to  the 
March  admission. 

At  time  of  last  admission,  he  was  unable  to  walk  due  to 
severe  right  hip  pain.  He  had  a temperature  of  98°F,  regular 
pulse  of  84/min,  respiration  of  18/min,  and  a blood  pressure 
of  140/80  mm  Hg.  His  conjunctivae  were  pink,  and  both  pup- 
ils were  equally  reactive  to  light.  Lungs  were  clear  with  good 
breath  sounds,  and  heart  showed  normal  sinus  rhythm  and  a 
grade  2/6  systolic  ejection  murmur.  The  medial  aspect  of  the 
left  knee  drained  a serous  exudate  but  there  was  no  edema. 
The  midlumbar  spine  was  tender,  and  the  right  hip  was 
markedly  tender  with  decreased  range  of  motion. 


JANUARY,  1987 


17 


SICKLE  CELL  DISEASE/Obianyo 

Repeated  cultures  of  left  knee  exudate  were  negative. 
Hematocrit  was  25.9%,  with  a reticulocyte  count  of  6.6%. 
Serum  iron  was  63  |xg/dl,  TIBC  223  jn,g/dl , saturation  31%, 
and  ferritin  4,510  ng/ml.  Chest  x-ray  revealed  cardiomegaly, 
platelike  atelectasis  in  the  right  base,  and  fishmouth  verte- 
brae in  the  dorsal  spine.  X-ray  of  lumbar  spine  revealed  some 
fish-mouthing  and  osteophytic  changes;  x-ray  of  right  and  left 
hips  revealed  aseptic  necrosis  of  the  femoral  heads,  with 
coarsening  and  trabeculi  on  the  right. 

A bone  scan  revealed  abnormal  uptake  in  the  left  frontal 
sinus  consistent  with  sinusitis  or  hematoma,  and  osteomyelitis 
in  the  lower  lumbar  vertebrae  and  left  proximal  tibia.  The 
platelet  count  was  680,000/cu  mm  and  the  erythrocyte  sedi- 
mentation rate  was  39  mm/hr.  A bone  marrow  aspiration  re- 
vealed erythroid  hyperplasia,  increased  thrombopoiesis,  and 
increased  iron  stores. 

He  underwent  saucerization  of  the  left  knee  ulcer  and 
chelation  therapy  for  iron  overload.  Right  total  hip  replace- 
ment was  planned  but  not  done  because  of  his  active  bone 
infection.  He  improved  markedly  and  was  subsequently  dis- 
charged, and  on  follow-up  visits  he  did  well  and  showed  signs 
of  decreased  wound  drainage. 

On  May  12,  he  developed  sudden  onset  of  excruciating 
chest  pain  and  was  rushed  to  a nearby  hospital,  where  he 
died.  No  autopsy  was  performed. 

Discussion 

These  two  cases  have  some  striking  features: 
they  have  sickle  cell  anemia,  with  subsequent  de- 
velopment of  cardiac  enlargement,  and  one  of 
them  congestive  heart  failure.  Both  were  asymp- 
tomatic 24  hours  prior  to  death.  It  has  been  dem- 
onstrated in  some  sickle  cell  patients  that  cardiac 
enlargement  predisposes  to  pulmonary  embolism 
arising  from  mural  thrombi,  and  it  is  believed  that 
patients  with  sickle  cell  states  have  an  increased 
susceptibility  to  pulmonary  embolism  with  in- 
farction. A review  of  pulmonary  complications  in 
patients  with  sickle  cell  disease  reveals  repeated 
episodes  of  in-situ  pulmonary  thrombosis  with 
subsequent  cor  pulmonale,10  although  convincing 
hemodynamic  or  autopsy  data  are  few.  Moser  and 
Shea11  described  a possible  relationship  between 
cor  pulmonale  due  to  pulmonary  thromboembo- 
lism and  sickle  cell  anemia;  they  found  that  pa- 
tients with  large  amounts  of  hemoglobin  S were 
prone  to  develop  pulmonary  artery  thrombi  un- 
der conditions  of  reduced  alveolar  oxygen  ten- 
sion. 

Robler  and  Fleischer12  suggested  alcohol  as  a 
precipitating  agent  of  pulmonary  thromboembo- 
lism in  patients  with  susceptible  sickle  cell  trait. 

Jones  et  al13  described  12  deaths  attributed  to 
sickle  cell  hemoglobinopathy  of  which  a majority 
was  due  to  thrombotic  episodes  or  concomitant 
illness. 

Myocardial  infarction,  a known  cause  of  sud- 
den death  in  older,  non-sickle  cell  patients,  is  not 
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a significant  cause  of  death  in  sickle  cell  patients. 
Gerry  et  al,14  who  looked  at  the  clinicopathology 
of  cardiac  dysfunction  in  52  patients  with  sickle 
cell  anemia,  found  renal  failure  and  infection  the 
most  common  causes  of  death  in  these  patients. 
Right  and  left  ventricular  hypertrophy  and  dila- 
tion were  the  most  abnormal  pathologic  findings. 
No  evidence  of  recent  or  remote  myocardial  in- 
farction, coronary  thrombosis,  or  arteritis  were 
noted.  Barrett10  reviewed  the  electrocardiograms 
of  108  patients  and  found  only  three  with  pat- 
terns consistent  with  myocardial  infarction. 

Conclusion 

An  extensive  review  of  the  literature  has  de- 
noted a significant  number  of  individuals  dying 
suddenly  with  sickle  cell  trait  and  homozygous 
sickle  cell  anemia.  Most  autopsies  in  these  pa- 
tients have  revealed  pulmonary  infarction  due  to 
thromboembolism,  with  pulmonary  hypertension 
as  the  most  probable  culprit;  decreased  pulmo- 
nary oxygen  tension  is  believed  to  be  the  trigger- 
ing event. 

This  paper  describes  two  cases  of  known  sic- 
kle cell  anemia  with  resultant  sudden  death.  Al- 
though no  autopsies  were  performed,  it  can  be 
reasonably  inferred  that  pulmonary  thromboem- 
bolism was  the  main  cause  of  death.  Since  a 
number  of  cases  of  sudden  death  in  patients  with 
sickle  cell  trait  have  been  reported,  one  would 
expect  an  even  higher  incidence  of  sudden  death 
from  this  cause  in  patients  with  sickle  cell  ane- 
mia. Predisposing  conditions  leading  to  sudden 
death  in  subgroups  of  sickle  cell  anemia  patients 
at  risk  should  be  identified  for  active  interven- 
tion, treatment,  and  preventive  measures,  r ^ 
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Special  Item 


Should  Your  Children  Seek  To  Become  Physicians? 


LEIF  C.  BECK,  J.D..CPBC 


In  my  constant  discussions  with  privately  prac- 
ticing physicians,  I so  often  hear  a terribly  unset- 
tling statement:  “I’ve  enjoyed  medical  practice 
until  recently,  but  I certainly  hope  my  son  (or 
daughter)  won’t  go  into  medicine.”  While  a cer- 
tain level  of  frustration  as  to  the  changing  scene 
is  understandable,  I cannot  agree  with  the  thought 
process  behind  that  comment. 

It  puts  directly  before  us  a basic  question 
whether  the  medical  profession  has  really  de- 
clined at  all  and,  if  so,  whether  the  decline  is  so 
severe  that  the  profession  is  now  undesirable  to 
existing  physicians  and  their  children.  On  my 
broad-based  involvements  with  thousands  of 
doctors  under  a wide  variety  of  personal  and 
professional  concerns,  I do  not  equate  the  chang- 
ing scene  with  decline.  And  if  one  terms  the 
changes  (both  already  occurred  and  rapidly  com- 
ing on)  as  “decline,”  they  still  leave  medicine  as 
a highly  desirable  future  for  bright,  well-motivat- 
ed young  people. 

The  “Golden  Era” 

Consider  how  presently  successful  physicians 
came  to  our  present  times.  Practicing  in  the  1960s 
and  1970s,  they  participated  in  the  “golden  era” 
of  private  practice.  There  was  an  explosive  growth 
of  new  diagnostic  capabilities,  curative  therapies, 
and  dramatic  procedures  which  made  medical 
practice  intellectually  demanding  but  exhilarat- 
ing. And  an  overwhelming  supply  of  patients 
presented  to  each  good  physician — as  well  as  too 
many  not-so-good  doctors.  As  a result,  physi- 
cians succeeded  both  professionally  and  finan- 
cially, often  in  spite  of  their  own  clinical  or  busi- 
ness capacities. 

Physicians  truly  acted  as  the  captains  of  health 
care.  They  were  almost  god-like  in  both  the  hos- 


Copyright  reserved  by  The  Health  Care  Group,  1986. 

The  author  is  a principal  attorney  and  consultant  affiliated  with 
The  Health  Care  Group,  Bala  Cynwyd,  Pa. 


pital  and  the  office;  they  could  bask  in  that  role. 
There  was  tremendous  ego  satisfaction  from  their 
role  and  their  crowded  waiting  rooms.  The  over- 
whelming demands  on  their  time  and  energy 
merely  fed  the  ego  satisfaction  even  more. 

These  factors  were  naturally  accompanied  by 
disproportionately  high  incomes  compared  to 
other  vocations.  Though  physicians  pointed  to 
their  incredibly  long  hours  of  training  and  work 
to  show  that  they  were  paid  less  than  the  average 
plumber,  plumbers  would  have  been  delighted  at 
the  opportunity  for  such  high  total  earnings. 

The  so-called  golden  era  was,  however,  some- 
what unreal  and  not  wholly  desirable.  Patients 
had  little  alternative  but  to  wait  untold  weeks  for 
appointments  and  hours  to  be  seen.  They  had  to 
trust  in  the  diagnosis  and  advice  given  by  a se- 
lected physician  whether  he  (or  occasionally,  she) 
was  highly  regarded  by  his  peers  or  thought  of  as 
a poor  clinician. 

Personally,  that  era’s  physicians  were  so  dri- 
ven by  the  system  and  its  unavoidable  demands 
that  their  lives  were  too  often  totally  one-dimen- 
sional. I considered  it  routine  to  hear  complaints 
of  an  inability  to  participate  in  other  worthwhile 
activities  or  even  to  have  any  other  interests  to 
occupy  retirement  years.  Divorces,  stale  mar- 
riages, and  lack  of  parental  involvement  were 
common  problems.  In  effect,  professional  prac- 
tice activities  became  these  physicians’  entire 
lives. 

Time  Moves  On 

Other  parts  of  society  rather  naturally  reacted 
to  the  golden  era’s  circumstances.  Consumerism 
developed  in  all  aspects  of  our  economy  interfer- 
ing with  the  public’s  respect  for  physicians  as  au- 
thority figures.  Even  if  one’s  doctor  technically 
knew  what  should  be  best  for  a patient,  that  in- 
dividual began  insisting  on  the  right  to  decide  for 
himself  or  herself. 

Malpractice  actions  have,  of  course,  skyrock- 
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eted  in  both  number  and  physician  frustration. 
As  over-busy  doctors  lost  the  time  and  energy 
for  one-on-one  involvement  with  patients,  aug- 
mented by  technicological  gadgetry  implying  in- 
fallible results,  the  trend  has  been  somewhat  un- 
derstandable. 

Employers,  insurance  companies  and  govern- 
ment— the  third  parties  which  paid  the  most 
medical  bills — began  to  rebel  against  the  costs 
involved.  Physicians’  fees  were  only  a moderate 
part  of  the  health  care  cost  picture,  but  the  total 
amounts  either  paid  to  or  directed  by  doctors 
were  growing  out  of  synch  with  society’s  other 
perceived  essentials. 

Other  businesses  saw  the  health  care  indus- 
try’s profit  potential  and  resolved  to  compete  for 
slices  of  it.  When  hundreds  of  billions  of  dollars 
are  involved,  much  within  the  physicians’  con- 
trol, the  inflow — even  the  domination — by  “big 
business”  could  hardly  be  avoided.  And  while  I 
do  not  necessarily  espouse  it,  there  is  nothing 
logically  improper  in  a business  corporation’s  di- 
recting a medical  practice  staffed  by  physicians 
doing  what  they  are  trained  to  do — deliver  tech- 
nical services. 

Despite  these  reactions  within  the  system, 
more  and  more  young  people  clamored  for  med- 
ical careers.  An  M.D.  degree  had  for  so  long 
been  synonymous  with  success  in  life — high  in- 
come, intellectual  challenge  and  human  serv- 
ice— that  the  increasing  doctor  supply  is  hardly 
surprising. 

The  Turbulent  Eighties 

In  effect,  the  times  changed — as  they  always 
do.  Every  other  industry  in  our  society  is 
undergoing  wrenching  change,  some  far  more 
traumatic  than  for  physicians,  so  medicine  can- 
not expect  otherwise.  Medical  practice’s  features 
today  are  different  from  those  of  the  golden  era, 
which  are  vastly  changed  from  those  of  the  1930s 
and  1940s,  and  so  on.  “The  more  things  change, 
the  more  they  remain  the  same.” 

So  here  we  are  in  the  “turbulent  eighties.” 
Medicine,  just  as  the  other  professions,  is  in  con- 
siderable turmoil  as  the  various  pincers  of  sup- 
ply, demand,  technology  and  activism  attack  tra- 
ditional practice  styles.  These  factors  will  not 
stop,  indeed  they  are  just  warming  up.  Our  so- 
ciety is  too  dynamic  for  any  other  scenario. 

The  New  Generation 

Young  people  enter  this  perspective  from  a 
different  view  of  life.  I sympathize  with  medical 
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students,  residents  and  fellows  who  entered  med- 
icine in  reliance  on  the  golden  era,  but  a consid- 
erable segment  of  this  generation  suggests  anoth- 
er set  of  priorities.  Their  interests  seem  to 
emphasize  completeness  of  life,  commitment  to 
quality  and  service,  aversion  to  personal/finan- 
cial risk,  and  satisfaction  with  only  moderately 
high  incomes. 

A page  one  article  in  the  Wall  Street  Journal 
on  Jan.  13,  1986,  may  have  summarized  some  of 
these  features  by  its  headlines  and  subheadings: 
“More  young  doctors  shun  private  practice  work 
as  employees;  HMOs  and  big  groups  free  them 
from  bad  hours,  hassles  of  small  business;  home 
for  dinner  on  time.”  Among  the  article’s  major 
quotations  were  these:  “We  want  to  be  good  par- 
ents and  spouses  as  well.  . . . Workaholics  make 
good  doctors,  lousy  fathers.”  Nothing  in  the  ar- 
ticle suggested — nor  do  we  detect — any  lesser 
commitment  to  concern  for  the  patient  or  com- 
pulsion to  provide  high  quality  service. 

And  who  are  we  to  say  their  sense  of  priorities 
is  wrong?  A vastly  increased  proportion  of  these 
young  physicians  are  women.  They  have  become 
a valued  resource  in  medicine,  but  they  also  pos- 
sess natural — indeed  biologically  and  socially 
necessary — instincts  for  family.  And  in  tandem 
with  the  women’s  movement  and  two-income 
families,  more  physicians  seem  oriented  to  mod- 
erately paying  positions  of  intellectual  and/or  hu- 
man service  orientation  than  in  the  past.  I be- 
lieve these  people  are  a real  prediction  of  the  next 
generation  of  doctors. 

The  other  segment  of  the  current  generation, 
including  doctors  who  have  entered  practice  in 
just  the  last  few  years,  demonstrate  the  golden 
era’s  priorities  in  a shifted  scene.  They  entered 
medical  school  in  the  background  of  high  in- 
comes and  hearty  self-determination.  Some  will 
hook  on,  or  have  hooked  on,  with  excellent 
practices  likely  to  ride  on  in  the  old  style  for  quite 
a while;  others  of  them  have  not  and  will  not. 

Young  doctors  committed  to  traditional  med- 
ical practice  style  have  the  greatest  stake  in 
maintaining  those  features  for  the  next  20  and  30 
years.  With  so  many  pressures  going  the  oppo- 
site way,  it  is  not  surprising  that  these  doctors 
must  engage  in  such  concerns  as  entrepreneuri- 
alism  and  marketing  to  attempt  to  retain  their 
practices’  dominant  roles. 

Your  Children 

But  the  next  generation — the  children  whose 
physician-parents  say  they  would  not  encourage 

JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


into  medicine — will  start  with  a clean  slate.  They 
will  know  that  medical  practice  will  be  no  finan- 
cial gravy-train,  but  I believe  they  can  still  expect 
comfortable  incomes.  In  fact,  I predict  that  phy- 
sicians’ incomes  will  continue  rather  indefinitely 
to  be  the  highest  among  generally  compared 
professions  and  vocations  even  though  they  will 
be  proportionately  lower  than  in  the  past. 

These  young  people  can  enter  medicine  be- 
cause of  their  commitment  either  to  the  intellec- 
tual challenge  of  solving  the  human  body’s  rid- 
dles or  to  the  opportunity  of  serving  other 
people’s  needs,  or  both.  They  should  expect  a 
greater  likelihood  that  those  commitments  will  be 
accomplished  without  the  disturbances  of  over- 
whelming practice  demands  that  changed  their 
doctor-parents’  lives.  And  they  will  hope  to  do 
so  within  more  balanced  lives  in  which  family 
priorities  and  other  valuable  concerns  and  inter- 
ests have  a chance  to  blossom. 

For  those  potential  physicians  who  have  the 
characteristics,  I expect  ample  opportunities  to 
be  valued  as  medical  practice  entrepreneurs  and 
executives.  Health  care  will  always  require  good 
physician-leaders,  and  leadership  traits  are  be- 


coming increasingly  valuable  these  days.  There 
will  be  private  medical  practices — a great  many 
of  them — and  they  will  offer  opportunities  for 
clinically  excellent  doctors  and  somewhat  sepa- 
rately for  effective  leaders.  Progression  from  one 
category  to  the  other  will  be  not  unlike  an  engi- 
neer’s promotion  from  his  or  her  peer  ranks  into 
a large  commercial  corporation’s  executive  track. 

That’s  not  a bad  scenario  for  your  children 
even  though  it  is  vastly  different  from  yours.  The 
very  special  values  of  a medical  career  will  not 
change,  and  they  may  well  be  allowed  to  shine. 
Perhaps  the  recent  words  of  C.  Everett  Koop, 
M.D.  (Pa  Med  88:31,  Dec  1985),  a vastly  re- 
spected medical  practitioner  throughout  the 
“golden  era’’  and  now  Surgeon  General  of  the 
United  States,  state  the  case  so  well: 

“.  . . I envy  those  starting  a career  in  medi- 
cine. I regret  some  things  that  are  going  on — the 
lack  of  good  doctor-patient  relationships,  the 
preoccupation  with  money  and  power,  the  growth 
of  regulation,  and  so  on.  But  I also  know  that 
medicine  still  offers  the  individual  one  of  the  most 
satisfying  ways  to  make  a life  that  I have  ever 
encountered.”  r y 
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Medical  Grand  Rounds 


Macrocytic  Anemia 

CHARLES  E.  KOSSMANN,  M.D.,  Editor 


BRENT  WELCH,  M.D. 

( Resident  Physician ) 

A 41-year-old  black  woman  came  to  the  MED  emergency 
room  in  July  1985  with  an  eight-month  history  of  gradually 
increasing  weakness,  easy  fatigability,  lethargy,  and  malaise. 
She  further  described  approximately  two  months  of  intermit- 
tent swelling  and  soreness  of  her  tongue,  and  one  month  of 
rapidly  progressive  worsening  of  weakness  to  the  point  at 
which  with  minimal  exertion,  such  as  dressing  in  the  morn- 
ing, she  had  shortness  of  breath  and  a dull  substernal,  non- 
radiating chest  pain,  not  associated  with  sweating,  nausea,  or 
vomiting.  This  exertional  pain  was  relieved  by  rest  within  one 
to  two  minutes. 

She  denied  any  past  medical  history  or  chronic  medical 
problems  except  that  in  the  past  at  another  hospital  she  had 
been  diagnosed  as  having  anemia,  but  she  was  unable  to 
characterize  the  anemia  or  any  treatment  received  for  it.  She 
denied  taking  any  prescription  or  over-the-counter  medi- 
cines. There  was  no  recent  weight  loss,  fever,  chills,  night 
sweats,  nausea,  vomiting,  change  in  appetite,  melena,  he- 
matochezia,  or  change  in  character  of  stools.  Easy  bleeding 
or  bruising  had  not  been  noted  and  arthralgias  or  rashes  were 
denied.  She  had  no  neurologic  complaints,  including  pares- 
thesias, ataxia,  change  in  memory,  increase  in  irritability,  or 
change  in  the  senses  of  taste,  smell  or  vision. 

She  had  smoked  one  pack  of  cigarettes  per  day  for  ap- 
proximately 20  years  but  stopped  approximately  two  weeks 
before  admission  because  of  shortness  of  breath.  She  denied 
any  alcohol  use  or  toxin  exposures.  She  worked  as  a cook  in 
a local  school  cafeteria  and  ate  a normal  diet,  including  meat 
and  vegetables. 

Her  oral  temperature  was  99.0°  F,  ventilatory  rate  20/min, 
heart  rate  104/min,  blood  pressure  100/60  mm  Hg  without  an 
orthostatic  fall.  She  was  a pale,  thin,  black  woman  in  no  acute 
distress,  alert  and  oriented.  The  sclerae  were  anicteric,  the 
ocular  fundi  unremarkable.  Mucous  membranes  were  pale, 
without  petechiae  or  other  lesions.  There  was  slight  erythema 
of  the  tongue,  with  mild  papillary  atrophy.  Except  for  tachy- 
cardia and  a systolic  crescendo-decrescendo  murmur  at  the 
lower  left  sternal  border  which  radiated  into  the  carotids,  the 
heart  and  lungs  were  negative.  The  liver  was  enlarged  8 cm 
below  the  costal  margin  and  nontender.  On  rectal  examina- 
tion the  stool  was  guaiac  negative.  Cranial  nerves  II  to  XII 
were  intact,  as  were  all  motor  and  sensory  functions  including 
proprioception,  vibration,  light  touch  and  pain. 

The  hematocrit  was  8.9%,  the  hemoglobin  3.1  gm/dl.  Red 
blood  cell  indices  were:  mean  corpuscular  volume  (MCV)  107 
fl  (normal  87  ±5  fl)*;  mean  corpuscular  hemoglobin  (MCH) 
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38  pg  (normal  29  ±2  pg);  mean  corpuscular  hemoglobin  con- 
centration (MCHC)  35%  (normal  34 ±2%),  and  red  cell  dis- 
tribution width  (RDW)  25%  (normal  < 15.0%).  The  white 
blood  cell  (WBC)  count  was  2,900/cu  mm;  17%  were  seg- 
mented, 81%  were  lymphocytes,  1%  monocytes,  and  1% 
eosinophils.  The  platelet  count  was  37,000/cu  mm  and  the 
erythrocyte  sedimentation  rate  was  74  mm/hr.  The  blood 
smear  showed  macrocytic  red  cells  with  mild  hypochromia, 
marked  anisocytosis,  and  numerous  bizarre  forms,  including 
ovalocytes,  target  cells,  and  fragments.  There  were  many  hy- 
persegmented  polymorphonuclear  neutrophils  (Fig.  1);  the 
lymphocytes  and  platelets  were  normal  in  appearance.  The 
urinalysis  and  the  serum  sodium,  potassium,  chloride,  bicar- 
bonate, prothrombin  time,  and  partial  thromboplastin  time 
were  all  within  normal  limits.  The  reticulocyte  count  was 
3.3%.  The  chest  roentgenogram  was  unremarkable.  The 
electrocardiogram  showed  a sinus  tachycardia  but  was  other- 
wise within  normal  limits. 


Figure  1.  Hyperlobulated  neutrophil  on  peripheral  blood  smear  from 
a case  of  pernicious  anemia. 
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The  patient  was  hospitalized  for  further  evaluation  of 
pancytopenia,  placed  in  protective  isolation  initially  because 
of  neutropenia,  and  blood  drawn  for  appropriate  studies. 
These  revealed  a total  serum  bilirubin  of  1.6  mg/dl,  with  1.3 
mg  of  this  being  the  indirect  form.  The  aspartate  aminotrans- 
ferase (SGOT)  and  the  alanine  aminotransferase  (SGPT)  were 
slightly  elevated  at  122  and  79  U/L  respectively.  The  lactic 
dehydrogenase  (LDH)  was  markedly  elevated  at  2,019  U/L. 
The  fluorescent  antinuclear  antibody  (FANA)  was  negative. 
Response  to  intracutaneous  PPD  was  negative,  with  positive 
mumps  control  on  skin  testing.  Examination  of  the  bone 
marrow  revealed  erythroid  hyperplasia  with  typical  megalo- 
blastic erythropoiesis.  There  were  numerous  mitotic  figures, 
giant  band  forms,  and  metamyelocytes.  Histiocytic  iron  was 
found  to  be  decreased,  with  a slightly  increased  sideroblastic 
iron.  Serum  iron  and  ferritin  were  normal,  and  the  total  iron 
binding  capacity  (TIBC)  slightly  reduced. 

The  patient  was  transfused  slowly  with  four  units  of  packed 
red  blood  cells  with  prompt  resolution  of  the  chest  pain  and 
shortness  of  breath  on  effort.  Therapy  with  IM  injections  of 
B12,  1,000  (jLg/day  and  folate  2 mg/day  were  begun.  The  initial 
low  serum  level  of  Bi;  was  less  than  30  pg/ml;  folate  level  was 
normal  at  16  ng/ml.  Studies  made  approximately  six  days  af- 
ter the  initiation  of  therapy  with  B12  and  folate  showed  retic- 
ulocytes increased  to  10.2%  of  red  cells,  hematocrit  to  32.2%, 
white  blood  cells  to  4,400/cu  mm,  and  platelets  to  90,000/cu 
mm.  Serum  assay  for  anti-intrinsic  factor  antibody  was  posi- 
tive. 

The  patient  was  taught  self-administration  of  IM  injec- 
tions of  vitamin  B12  and  was  discharged  on  the  10th  hospital 
day  with  instructions  to  take  daily  injections  of  200  mg  of  Bl2 
for  four  weeks,  then  100  pg  each  month  with  regular  follow- 
up in  the  medical  clinic. 

Final  Diagnosis:  Pernicious  anemia. 


DR.  LUTHER  L.  BURKETT 

(Professor  of  Medicine,  Hematology / Oncology) 

I should  like  to  point  out  some  pertinent  fea- 
tures of  this  case.  First,  she  was  a 41-year-old 
black  woman.  A number  of  years  ago  it  was  the 
general  impression  that  pernicious  anemia  (PA) 
was  predominantly  a disease  of  elderly  whites  and 
rare  in  blacks,  which  has  not  proven  to  be  true. 
Studies  of  patients  hospitalized  for  PA  have 
shown  that  the  incidence  in  blacks,  when  adjust- 
ed for  the  ratio  of  white  to  black  admissions,  ap- 
proaches the  incidence  in  white  patients.  An  ear- 
lier onset  of  the  disease,  particularly  in  black 
women,  has  also  been  observed.  In  one  study  of 
black  patients  with  PA,1  the  mean  age  of  onset 
was  53  years,  compared  to  a mean  onset  of  about 
60  years  in  whites.  Thirty  percent  of  the  black 
patients  were  under  the  age  of  40  years,  com- 
pared to  only  11%  of  the  white  patients.  Eleven 
percent  of  the  black  patients  were  under  30  years 
of  age,  which  is  quite  uncommon  in  young  whites. 

The  patient  complained  of  a sore  tongue, 
though  she  did  not  have  the  slick,  glazed  tongue 
sometimes  seen  in  PA,  but  the  papillary  atrophy 
was  recognizable  because  of  the  contrasting 
prominent  circumvallate  papillae.  She  herself  had 


noted  what  she  referred  to  as  large  red  spots  on 
the  back  of  her  tongue. 

Although  our  patient  did  not  have  a palpable 
spleen,  physicians  often  are  surprised  to  find  an 
enlarged  spleen  in  PA,  even  though  splenomeg- 
aly is  seen  in  about  12%  of  patients  at  presenta- 
tion. It  is  somewhat  unusual  that  she  had  no  neu- 
rologic manifestations  at  all;  nowadays  we  do  not 
often  encounter  the  extreme  neurologic  deficits 
that  were  common  a number  of  years  ago,  but 
most  patients  do  have  some  neurologic  problem 
such  as  subjective  paresthesias,  stocking-glove 
sensory  loss,  and  early  loss  of  vibratory  percep- 
tion. It  has  been  suggested  that  early  propriocep- 
tive loss  can  best  be  detected  using  a tuning  fork 
vibrating  at  256  vibrations/sec2  rather  than  the 
usual  128  Hz. 

The  patient  had  a profound  pancytopenia,  the 
usual  hematologic  abnormality  in  PA,  although 
the  neutropenia  was  a bit  more  severe  than  usu- 
ally seen.  It  is  to  be  noted  that  her  MCV  was  not 
very  low  in  spite  of  the  profound  anemia,  which 
we  will  discuss  later.  She  had  an  indirect  hyper- 
bilirubinemia, which  is  usual,  due  to  both  intra- 
medullary destruction  of  red  cell  precursors  and 
intravascular  hemolysis.  In  the  more  severe  ane- 
mias one  finds  spherocytes,  fragmented  red  cells, 
a low  serum  haptoglobin,  and  a shortened  red 
cell  survival  time.  The  LDH  is  greatly  increased, 
sometimes  to  levels  of  10,000  U/L  or  more.  The 


TABLE  1* 

INCREASED  MCV  (>  100  fl)  IN  THE  ABSENCE  OF  COBALAMIN 
OR  FOLATE  DEFICIENCY 

Common  causes 
Alcoholism 
Liver  disease 
Cancer  chemotherapy 
Bone  marrow  malignancies: 

Myeloma,  leukemias,  lymphomas,  metastatic  carcinoma 
No  cause  apparent 
Reticulocytosis 
Relatively  uncommon  causes 
Hypothyroidism 
Bone  marrow  disorders: 

Aplastic  anemia,  pure  red  cell  aplasia,  refractory  anemia, 
sideroblastic  anemia,  myelofibrosis 
Hereditary  hydrocytosis 
Laboratory  artefacts 
Cold  agglutinins 
Marked  hyperglycemia 
Marked  leukocytosis 

'From  Lindenbaum3  with  permission. 
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TABLE  2* 

CONDITIONS  ASSOCIATED  WITH  MACROCYTOSIS, 
BY  DEGREE  OF  ANEMIA! 


None 

Mild 

Moderate 

All 

to  Severe 

Degrees 

Folate  deficiency 

15 

13 

3 

31 

Vitamin  B12  deficiency 

3 

7 

3 

13 

Both 

1 

3 

2 

6 

Liver  disease! 

6 

7 

2 

15 

Alcoholism  only 

8 

3 

— 

11 

Other  conditions 

7 

8 

9 

24 

All  conditions 

40 

41 

19 

100 

* From  McPhedran  et  al4  with  permission. 

t Degrees  of  anemia  (hemoglobin  level)  for  males:  none,  14+  gm/dl;  mild,  10 
to  13.9  gm/dl;  and  for  females:  none,  12+  gm/dl;  mild,  9 to  11.9  gm/dl. 

! In  the  absence  of  folate  or  vitamin  B12  deficiency. 


increase  is  in  fractions  1 and  2,  with  a relatively 
greater  increase  in  fraction  1,  in  contrast  to  what 
is  found  in  hemolytic  anemias. 

Macrocytosis 

A review  article  on  the  laboratory  diagnosis  of 
megaloblastic  anemias  in  1983  by  John 
Lindenbaum3  begins,  “What  was  once  relatively 
straightforward  seems  now  to  have  become  more 
confusing,”  and  goes  on  to  cite  the  reasons  for 
this  confusion  in  diagnosis.  First,  the  develop- 
ment of  automated  cell  counters  has  allowed  us 
to  recognize  lesser  degrees  of  macrocytosis  than 
was  possible  by  earlier  methods  of  counting  or 
by  examining  the  blood  smear.  Consequently, 
macrocytosis  is  appreciated  more  frequently,  and 
many  more  causes  have  been  recognized.  Sec- 
ondly, there  has  been  the  development  of  what 
Lindenbaum  refers  to  as  easy-to-do  radioisotope 
dilution  assays  for  serum  B12  and  folate,  which 
generally  have  been  accepted  to  reflect  the  state 
of  vitamin  metabolism  accurately  and  reliably 
when  often  they  do  not.  Further  discussion  will 
address  some  of  the  problems  in  diagnosis  which 
even  in  standard  textbooks  of  hematology  may 
be  presented  inaccurately  in  substance,  or  in- 
completely in  detail. 

Table  1 lists  causes  of  macrocytosis  other  than 
B12  or  folate  deficiency3;  probably  the  most  com- 
mon cause  of  a slight  or  moderate  increase  in  the 
MCV  is  alcoholism,  with  or  without  hepatic  dis- 
ease. Other  common  causes  include  cancer 
chemotherapy,  which  interferes  with  DNA  syn- 
thesis and  reticulocytosis,  since  reticulocytes  are 
macrocytic.  Often  a cause  for  the  increased  MCV 
is  not  apparent.  Occasionally  it  may  be  due  to 
chronic  obstructive  pulmonary  disease  for  rea- 
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sons  that  are  not  clear.  Less  common  causes  are 
nevertheless  important,  since  the  finding  may 
provide  a clue  to  diagnosis.  Hypothyroidism  in 
the  absence  of  B12  or  folate  deficiency  may  be 
associated  with  a macrocytic  anemia.  Large  red 
cells  are  frequently  seen  with  stem  cell  disorders, 
particularly  aplastic  and  refractory  anemias. 

Occasionally  an  increased  MCV  is  laboratory 
artefact.  Cold  agglutinins  cause  red  cells  to  clump 
at  room  temperature,  and  cells  going  through  the 
aperture  of  the  counter  in  doublets  or  triplets  are 
interpreted  as  single  large  cells.  When  the  blood 
sugar  is  over  600  mg/dl  the  high  intracellular  os- 
molarity  causes  fluid  to  be  drawn  into  the  cell 
when  placed  in  isotonic  diluent,  and  a spurious 
macrocytosis  results  if  the  count  is  done  before 
equilibration.  The  larger  unlysed  white  cells  are 
included  in  the  particle  count  for  red  cells  such 
that  a marked  leukocytosis,  particularly  chronic 
lymphocytic  leukemia,  produces  a spurious  ma- 
crocytosis. 

McPhedran  et  al4  evaluated  100  consecutive 
patients  in  whom  there  was  an  increase  in  the 
MCV  of  115  fl  or  greater  (Table  2).  Approxi- 
mately half  of  the  patients  had  either  B12  or  fo- 
late deficiency  or  both.  In  the  remainder  the 
common  causes  were  hepatic  disease  and  alco- 
holism. Others  were  patients  receiving  some  type 
of  cancer  chemotherapy;  in  a small  number  the 
cause  for  the  oversized  red  cells  was  not  identi- 
fiable. It  is  to  be  noted  in  Table  2 that  patients 
with  macrocytosis  due  to  liver  disease  or  alcohol- 
ism generally  were  not  anemic,  or  only  mildly  so. 
Patients  with  B12  or  folate  deficiency  were  more 
likely  to  have  moderate  or  severe  anemia,  al- 
though many  had  little  or  no  anemia.  Other 

TABLE  3* 

DEGREES  OF  MACROCYTOSIS  IN  VARIOUS  CONDITIONS 


Mean  Corpuscular  Volume  Total 

(urn3) 


IIS- 

120- 

125- 

130! 

119 

124 

129 

Folate  deficiency 

14 

7 

4 

6 

31 

Vitamin  B12  deficiency 

6 

3 

2 

2 

13 

Both 

3 

1 

1 

1 

6 

Liver  disease! 

9 

5 

1 

— 

15 

Alcoholism  only 

9 

2 

— 

— 

11 

Other  conditions 

13 

8 

3 

— 

24 

All  categories 

54 

26 

11 

9 

100 

* From  McPhedran  et  al4  with  permission, 
t In  the  absence  ot  folate  or  vitamin  B12  deficiency. 
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studies5-6  have  emphasized  that  the  MCV  increas- 
es very  early  with  B12  or  folate  deficiency.  In  the 
case  of  B12  deficiency  the  increase  in  MCV  may 
occur  a few  years  before  the  patient  has  signifi- 
cant anemia,  which  may  result  in  a serious  delay 
in  diagnosis  if  not  recognized  and  investigated. 
One  study6  reports  that  in  at  least  10%  of  pa- 
tients with  PA  the  diagnosis  could  have  been 
made  several  months  to  four  years  earlier  had 
note  been  made  of  an  increased  MCV  with  little 
or  no  anemia  on  initial  examinations  of  the  blood. 

In  the  group  of  patients  studied  by  Mc- 
Phedran  and  colleagues4  alcoholism  and  liver  dis- 
ease were  associated  with  lesser  increases  in  the 
MCV,  rarely  over  125  fl  (Table  3),  whereas  larg- 
er average  red  cells  were  secondary  to  B12  or  fo- 
late deficiency.  Hence,  unusually  voluminous  cells 
make  a diagnosis  of  B12  or  folate  deficiency  likely 
and  other  causes  less  likely.  The  converse  ob- 
viously is  not  true,  since  the  vitamin  deficiencies 
are  frequently  associated  with  only  slight  or 
moderate  increases  in  MCV,  and  in  fact  it  is  well 
known  that  patients  with  combined  deficiencies, 
e.g.,  iron  and  B12  or  folate,  may  have  a normal 
MCV.7 

Undoubtedly  it  is  not  so  well  known  that  pa- 
tients with  B12  or  folate  deficiency  may  have  a 
normal  MCV  in  the  absence  of  a concurrent  dis- 
order tending  to  produce  microcytosis.  In  1979 
Prentice  and  Evans8  reported  a study  of  86  con- 
secutive cases  of  B12  or  folate  deficiency,  of  whom 
seven  had  a normal  MCV  in  the  absence  of  iron 
deficiency,  thalassemia,  or  any  other  condition 
that  would  tend  to  normalize  mean  red  blood  cell 
(RBC)  size  (Table  4).  It  was  their  impression  that 
the  MCV  tends  to  increase  in  the  megaloblastic 
anemias,  with  a decreasing  RBC  count  up  to  a 
certain  point,  but  then  decreases  as  the  anemia 
becomes  more  severe.  They  were  not  able,  how- 
ever, to  show  a statistically  significant  difference 


TABLE  4* 

MCV  IN  MEGALOBLASTIC  ANEMIAS 


RBC  Count 
(in  millions) 

No.  Of 
Patients 

No.  with 
MCV  Normal 

Mean  MCV 

>3.00 

9 

1 

109 

2.50-2.99 

15 

2 

110 

2.00-2.49 

16 

1 

116 

1.50-1.99 

24 

1 

119 

<1.50 

22 

2 

114 

'From  Prentice  and  Evans8  with  permission. 


in  the  MCV  between  the  groups  with  RBC  counts 
above  or  below  1.5  million/cu  mm.  It  is  apparent 
from  the  table  that  normal  MCVs  were  seen  at 
all  levels  of  the  RBC  count.  In  a study  of  black 
patients  with  PA,  42%  had  a normal  MCV.1 
Some  patients  did  indeed  have  associated  iron 
deficiency  and  some  probably  had  thalassemia 
minor,  but  a significant  number  had  neither  of 
these  complications  to  account  for  the  normal 
MCV. 

Diagnosis 

One  might  gain  the  impression  from  the  above 
observations  that  the  common  practice  of  order- 
ing B12  and  folate  levels  routinely  in  any  patient 
with  anemia  is  justified  regardless  of  the  MCV; 
this  certainly  is  not  true  and  the  practice  is  to  be 
decried.  In  examining  the  records  of  the  Immu- 
nology Laboratory  at  the  Memphis  Regional 
Medical  Center  for  a one-month  period,  as- 
sumed to  be  representative,  it  was  found  that  as- 
says for  B12  and  folate  were  done  on  84  patients 
at  a total  cost  to  them  of  approximately  $4,242. 
Of  the  168  studies  done,  low  values  were  found 
in  21,  which  may  or  may  not  have  provided  use- 
ful clinical  information.  Assuming  the  21  low  val- 
ues were  helpful  in  diagnosis,  there  was  then  a 
return  of  slightly  over  12%  on  the  cost  of  all  tests 
done,  which  might  represent  a good  return  in  the 
world  of  finance  but  certainly  not  in  terms  of 
hospital  cost  containment.  It  is  dear  that  a means 
of  selecting  patients  requiring  these  studies  is 
needed. 

The  obvious  solution,  now  regrettably  neglect- 
ed, is  careful  examination  of  the  blood  smear. 
Finding  a hyperlobulated  monstrosity  such  as 
shown  in  Fig.  1 with  a good  clinical  evaluation  of 
the  patient  may  be  all  that  is  required  for  diag- 
nosis. Various  criteria  for  identifying  hyperseg- 
mentation of  granulocytes  have  been  described,1 
such  as  one  or  more  cells  with  six  or  more  lobes, 
more  than  5%  with  five  lobes,  or  an  average  lobe 
number  per  polymorphonuclear  neutrophil  (so- 
called  lobe  index)  greater  than  3.5.  Hyperseg- 
mentation may  perhaps  be  more  easily  identified 
by  determining  the  number  of  bilobed  neutro- 
phils since  these  are  easier  to  recognize  than  cells 
with  five  or  more  lobes.  Normally  20%  to  40% 
of  neutrophils  are  bilobed;  less  than  20%  would 
therefore  indicate  hypersegmentation.  Using 
these  several  criteria  for  hypersegmentation,  it 
may  be  expected  in  up  to  98%  of  patients  with 
B12  or  folate  deficiency,2  Megaloblastic  anemia, 
however,  is  not  the  only  cause  of  hypersegmen- 
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tation,  since  it  may  be  found  in  patients  with 
chronic  renal  disease,  and  a congenital  form  has 
been  said  to  occur  in  about  1%  of  whites.  Thus 
hypersegmentation  must  be  considered  in  con- 
junction with  associated  abnormalities  in  red  cells, 
not  only  macrocytes,  but  also  macro-ovalocytes, 
spherocytes,  schistocytes,  and  bizarre  often  small 
poikilocytes.  As  we  will  point  out,  the  macrocy- 
tic picture  is  not  simply  that  of  a single  popula- 
tion of  large  red  cells,  but  a great  variety  of  sizes 
and  shapes. 

Additional  Laboratory  Testing 

The  later  model  automated  blood  cell  counters 
have  made  available  two  additional  parameters 
that  promise  to  be  useful  in  the  early  diagnosis 
of  deficiency  states,  including  both  iron  deficien- 
cy and  B12  and  folate  deficiency.  The  red  cell  his- 
togram is  a graphic  representation  of  the  red  cell 
size-frequency  distribution  curve;  the  red  cell  dis- 
tribution width  (RDW)  is  a quantitative  expres- 
sion of  anisocytosis  or  variation  in  red  cell  vol- 
ume. Some  60  years  ago  Price-Jones9  prepared 
red  cells  with  a micrometer,  plotting  percent  cells 
on  the  ordinate  and  diameters  on  the  abscissa  of 
a graph.  A composite  curve  of  patients  with  PA 
was  not  only  shifted  to  the  right  (to  the  macro- 
cytic side)  but  was  greatly  widened  with  a tail  of 
cells  extending  to  the  left  (microcytic  side).  He 
found  that  patients  with  PA  had  a coefficient  of 
variation  (standard  deviation  expressed  as  a per- 
centage of  the  mean)  in  red  cell  size  of  12% 


compared  to  a normal  of  about  6%,  reflecting 
the  much  greater  variability  in  red  cell  size  in  the 
disease.  For  obvious  reasons  the  diagnostic  utili- 
ty of  his  observations  has  become  practical  only 
with  the  development  of  automated  computer- 
ized counters,  which  rapidly  provide  the  histo- 
gram and  the  RDW.  It  has  been  found  that  the 
RDW  increases  early  in  B12  or  folate  deficiency 
before  there  is  an  increase  in  the  MCV.  In  con- 
junction with  the  blood  smear  it  may  alert  the 
physician  to  early  diagnosis.  Similarly,  the  RDW 
increases  (increased  variability  in  RBC  size)  in 
iron  deficiency  before  the  MCV  decreases. 

Fig.  2 shows  WBC,  RBC,  and  platelet  histo- 
grams of  a patient  with  normal  red  cell  values — 
hematocrit  41.3%,  MCV  85.3  fl,  RDW  14.4% 
(normal  13.0 ± 1.5%).  It  is  seen  that  the  RBC 
histogram  is  a narrow  symmetric  curve.  Fig.  3 
shows  histograms  of  the  patient  presented  from 
a blood  study  done  on  the  day  following  admis- 
sion after  transfusion  of  four  units  of  packed  red 
blood  cells.  The  hematocrit  had  increased  to 
29.7%  and  the  MCV  reduced  to  97.2  fl;  the  RDW 
was  27.7%.  The  peaked  portion  of  the  RBC  curve 
represents  transfused  red  cells.  Her  own  cells  in- 
clude not  only  a prominent  macrocytic  popula- 
tion extending  to  the  right,  but  a microcytic  “tail” 
to  the  left  which  does  not  return  to  baseline  at 
the  lower  threshold  of  36  fl.  In  fact,  a small  pop- 
ulation of  microcytes,  less  than  20  fl  in  volume, 
distorts  the  platelet  histogram  which  normally  re- 
turns to  baseline  well  within  the  upper  limit  of  20 
fl. 
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Serum  B12  in  Diagnosis 

There  are  several  problems  with  the  assay  of 
serum  B12  which  make  it  less  reliable  in  diagnosis 
than  we  would  like.  One  of  these  relates  to  the 
fact  that  much  of  the  B12  in  the  serum  is  bound 
to  carrier  proteins  referred  to  collectively  as 
“cobalophilins”10  (Fig.  4).  The  “nonspecific” 
binders  are  transcobalamin  I and  III,  apparently 
derived  primarily  from  white  blood  cells  or  their 
precursors.  B12  bound  to  these  compounds  is  rel- 
atively inactive  metabolically,  and  has  a half-life 
of  about  ten  days  and  perhaps  is  delivered  only 
to  the  liver.  The  “physiologic”  carrier  protein  for 
B12  is  transcobalamin  II.  Only  10%  to  30%  of  the 
B12  is  associated  with  this  protein,  with  a half-life 
of  only  ten  minutes.  Active  uptake  is  from  the 
gastrointestinal  tract  and  storage  sites  with  deliv- 
ery to  tissues  where  needed  or  back  to  storage 
sites.  Thus  B12  as  assayed  in  the  serum  includes 
both  the  larger  but  metabolically  inactive  frac- 
tion bound  to  the  nonspecific  carriers  and  the 
smaller  metabolically  active  fraction  bound  to  the 
physiologic  carrier  protein.  Patients  congenitally 
deficient  in  transcobalamin  II  have  a normal  ser- 
um B12  level  because  of  what  is  bound  to  I and 
III  but  nevertheless  have  a severe  megaloblastic 
anemia  responsive  only  to  large  doses  of  the  vi- 
tamin. On  the  other  hand,  patients  congenitally 
deficient  in  transcobalamin  I have  a low  serum 
level,  but  are  not  anemic  because  the  concentra- 
tion and  function  of  transcobalamin  II  are  nor- 
mal. The  myeloproliferative  syndromes  are  char- 
acterized by  marked  increases  in  the  nonspecific 


binders  and  in  the  amount  of  B12  associated  with 
them,  masking  the  development  of  PA  that  may 
occur  in  these  patients. 

A technical  problem  that  has  been  reported 
relates  to  the  presence  in  the  serum  of  cobalamin 
or  B12  analogs  which  though  metabolically  inac- 
tive react  with  binders  used  in  the  assay,  result- 
ing in  spurious  normal  levels  in  patients  who  are 
deficient.  Newer  methods  using  more  specific 
binders  supposedly  obviate  this  problem,  al- 


Faeces 


Figure  4.  Kinetic  mechanism  of  vitamin  B12  transport  in  the  body  (from 
Stenman10  with  permission). 
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TABLE  5 


TABLE  6* 


SERUM  B12  ASSAY 

(Insensitivity— Level  Normal,  Patient  Deficient) 


SERUM  B12  ASSAY 

(Nonspecificity— Level  Low,  Patient  Not  Deficient) 


10%  to  20%  of  patients  with  straightforward  deficiency 

Nitrous  oxide  inhalation 

Transcobalamin  II  deficiency 

Inborn  errors  of  cobalamin  metabolism 

Coexistent  myeloproliferative  syndrome  and  cobalamin  deficiency 


'From  England  and  Linnell11  with  permission. 


though  this  is  yet  to  be  confirmed. 

Problems  with  the  serum  B12  and  folate  assays 
of  relevance  to  the  clinician  have  to  do  with  their 
insensitivity,  i.e.,  failure  to  identify  all  patients 
who  are  deficient  (false  negatives),  and  their 
nonspecificity,  i.e.,  low  levels  in  patients  who  are 
not  deficient  (false  positives).  Table  5 lists  some 
causes  of  insensitivity  of  the  B12  assay,  the  more 
serious  problem  because  of  missed  diagnoses.  Ten 
percent  to  20%  of  patients  with  deficiency  have 
been  reported  to  have  normal  levels  for  reasons 
that  are  not  clear,  perhaps  technical.11  Uncom- 
mon causes  include  inhalation  of  nitrous  oxide, 
which  interferes  with  metabolism  of  B12  at  the 
cellular  level,  and  inborn  errors  of  cobalamin 
metabolism.  Transcobalamin  II  deficiency  and  the 
myeloproliferative  diseases  have  been  discussed 
above. 

Table  6 lists  causes  of  nonspecificity,  a less  se- 
rious problem,  at  least  from  the  standpoint  of 
patient  morbidity;  the  unfortunate  consequence 
is  usually  additional  expensive  laboratory  tests. 

Assuming  that  assays  for  B12  and  folate  were 
highly  sensitive  and  highly  specific,  and  if  they 
were  ordered  selectively  only  when  needed,  then 
maximal  information  would  be  provided  by  three 
assays:  serum  B12,  serum  folate,  and  red  cell  fo- 
late (Table  7). 2 In  true  B12  deficiency  the  serum 


TABLE  7* 

CORRELATION  OF  B12  AND  FOLATE  LEVELS 
WITH  CLINICAL  STATUS 


Clinical 

Serum  B12 

Serum  Folate 

RBC  Folate 

B12  deficient 
Folate  deficient 

Low 

Normal-High 

Low 

Early — 3 weeks 

Normal 

Low 

Normal 

Late — 17  weeks 

Normal 

Low 

Low 

Early  repletion 

Normal 

Normal 

Low 

Both  deficient 

Low 

Low 

Low 

'Modified  from  Herbert.2 


Folic  acid  deficiency 
Pregnancy,  oral  contraceptives 
Multiple  myeloma 
Transcobalamin  I deficiency 
??  Iron  deficiency 
Interfering  agents  in  serum 

RIDf  - Isotopes,  e.g.,  gallium-67 
MAf  - Antibiotics 

Chlorpromazine 
Antifoist 
No  apparent  cause 


'From  England  and  Linnell11  with  permission. 

fRID  = radioisotope  dilution  assay;  MA  = microbiologic  assay;  Antifols  = anti- 
folate antagonists. 


level  of  the  vitamin  would,  of  course,  be  low.  In 
addition,  the  level  of  folate  in  red  cells  would 
also  be  low  because  B12  is  required  for  entry  of 
folate  into  cells.  Serum  folate,  on  the  other  hand, 
would  be  normal  or  even  high  because  of 
methyltetrahydrofolate  “trapped”  in  the  serum. 
This  tripartite  combination  of  findings  would  ex- 
clude the  possibility  of  a low  serum  B12  level  re- 
sulting from  folate  deficiency. 

With  insufficient  folate  intake  the  serum  level 
drops  rapidly,  and  is  low  after  only  about  three 
weeks;  tissue  depletion  occurs  much  more  slow- 
ly, such  that  red  cell  folate  is  low  only  after  17 
or  more  weeks  of  deficient  supply.  Hospitalized 
patients  ill  for  various  reasons  and  taking  a poor 
diet  often  have  low  serum  folate  levels  without 
tissue  depletion  or  megaloblastic  anemia.  These 
patients  would  be  identified  by  doing  both  serum 
and  cell  assays.  Contrariwise,  the  serum  folate 
level  rises  rapidly,  with  early  repletion  either  by 
an  adequate  diet  or  by  therapy,  even  though  the 
tissues  remain  deficient.  Such  patients  may  also 
be  recognized  by  doing  both  serum  and  red  cell 
assays.  With  combined  serum  and  tissue  defi- 
ciencies, such  as  may  be  seen  in  the  malabsorp- 
tion syndromes,  all  three  assays  will  show  low  vi- 
tamin levels. 

Intrinsic  Factor  Antibody 

Antibodies  against  gastric  parietal  cells  are 
found  in  the  great  majority  of  patients  with  PA, 
but  are  also  found  in  a variety  of  other  condi- 
tions, so  that  they  are  of  little  value  in  differen- 
tial diagnosis.  By  contrast,  intrinsic  factor  anti- 


( Continued  on  page  35) 
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Trauma  Rounds 


Traumatic  Laceration  of  Internal 
Mammary  Vessels 

GEORGE  O’NEAL  VINSANT,  M.D.  and  KIMBALL  I.  MAULL,  M.D. 


Most  penetrating  injuries  to  the  chest  are  the 
result  of  stab  wounds  or  low  velocity  missiles,  and 
in  civilian  practice,  the  majority  can  be  managed 
successfully  by  closed  tube  thoracostomy.  Vital 
signs  must  be  closely  monitored  and  volume  def- 
icits replenished,  and  frequent  chest  roentgeno- 
grams are  advisable  to  determine  adequacy  of 
pleural  space  evacuation.1  Although  intercostal 
vessels  may  be  injured  in  stab  wounds  anywhere 
in  the  thorax,  precordial  wounds  may  also  lacer- 
ate the  internal  mammary  artery  and/or  vein.  In 
such  instances,  surgical  intervention  is  usually 
needed,  to  control  persistent  hemorrhage  and  ex- 
clude associated  injuries  to  important  mediastin- 
al structures. 

Case  History 

After  a 16-year-old  youth  received  stab  wounds  to  the  left 
anterior  chest  below  the  nipple  at  the  seventh  and  eighth  in- 
tercostal spaces  he  was  transported  in  shock  to  the  University 
of  Tennessee  Hospital  emergency  unit  by  Lifestar  aeromedi- 
cal  service;  intravenous  fluids  and  supplemental  oxygen  were 
administered  enroute.  The  patient  arrived  responsive  but 
without  recordable  blood  pressure.  When  closed  tube  thora- 
costomy promptly  returned  800  cc  of  blood,  the  patient  was 
taken  directly  to  the  operating  room,  where  a left  antero- 
lateral thoracotomy  and  exploratory  celiotomy  disclosed  lac- 
eration of  the  internal  mammary  and  intercostal  vessels  and 
a lacerated  pericardium;  the  myocardium  and  abdominal  or- 
gans were  uninjured.  Following  ligation  of  the  vessels  and 
repair  of  the  pericardium,  the  postoperative  course  was  with- 
out complication,  and  the  patient  was  discharged  on  the  eighth 
postoperative  day. 

Discussion 

Eighty  percent  to  85%  of  penetrating  chest  in- 
juries can  be  managed  successfully  by  conserva- 
tive methods,  including  correction  of  hypovo- 
lemia, closed  tube  thoracostomy,  temporary 
ventilatory  support  and  close  observation.  Stab 
wounds  are  the  most  common  cause  of  civilian 


From  the  Department  of  Surgery,  University  of  Tennessee  Medi- 
cal Center  at  Knoxville. 


penetrating  injuries  to  the  chest.  A knife  is  the 
usual  instrument,  though  in  some  areas  low  ve- 
locity handguns  are  becoming  more  frequent.  In 
a recent  report,2  the  majority  of  stab  wounds  in- 
volved the  left  pleural  cavity  (44%),  the  remain- 
ing injuries  being  distributed  among  the  right  an- 
terior chest  (28%),  right  posterior  chest  (11%), 
and  left  posterior  chest  (17%). 

Some  patients  with  stab  wounds  to  the  chest 
may  have  minor  degrees  of  hemothorax  and/or 
pneumothorax  that  may  not  require  tube  drain- 
age; Weigelt  and  Muckart  found  that  delayed 
pneumothorax  and/or  hemothorax  occurred  in 
approximately  10%  of  such  cases.3-4  Muckart4 
withholds  evacuation  of  the  pleural  space  in  pa- 
tients with  an  apical  pneumothorax  less  than  2 
cm  wide  and  fluid  not  extending  above  the  angle 
of  the  seventh  rib.  In  the  observed  patients,  only 
8%  required  delayed  drainage  for  hemopneu- 
mothorax,  the  condition  most  likely  to  require 
delayed  therapy.  Weigelt  et  al3  found  a similar 
9%  incidence  of  delayed  pneumothorax  or  hem- 
othorax in  asymptomatic  patients  with  stab 
wounds  to  the  chest. 

Asymptomatic  patients  without  evidence  of 
pneumothorax  or  hemothorax  but  with  subcuta- 
neous emphysema  were  admitted  for  observa- 
tion. In  observing  the  patient  with  subcutaneous 
emphysema,  it  is  important  to  distinguish  the 
asymptomatic  patient  without  progressive  subcu- 
taneous emphysema  from  the  distressed  dyspneic 
patient  with  expanding  subcutaneous  emphyse- 
ma. The  latter  patient  has  either  a bronchopleur- 
al fistula  or  major  lung  injury,  and  may  be  in 
danger  of  developing  a tension  pneumothorax 
should  the  wound  in  the  pleura  become  sealed.4 

Persistent  hemorrhage  is  the  most  common  in- 
dication for  thoracotomy.  The  hemorrhage  is 
usually  measured  by  chest  tube  drainage.  If  chest 
tube(s)  are  in  place  and  if  bleeding  continues 
briskly  enough  to  cause  shock,  then  thoracotomy 
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should  immediately  be  undertaken.  Blood  return 
of  1,500  cc  following  chest  tube  insertion,  contin- 
uing blood  loss  of  150  to  200  cc  per  hour  for  three 
or  four  consecutive  hours,  or  the  need  for  three 
or  four  units  of  blood  to  sustain  normal  vital  signs 
over  a 10-  to  12-hour  period  are  other  indications 
for  surgical  intervention.  Penetrating  injuries  to 
the  heart,  pulmonary  hilum,  or  subclavian  artery 
will  also  require  early  surgical  intervention. 

In  stab  wounds  to  the  chest,  the  most  common 
vessels  to  be  injured  are  the  intercostal  artery 
and/or  vein,  which  together  with  the  internal 
mammary  artery  account  for  over  half  of  the 
traumatic  hemothoraces.  Penetrating  wounds  to 
structures  at  the  thoracic  outlet  are  very  hazard- 
ous. The  patient  may  initially  appear  stable,  only 
to  exsanguinate  from  an  unsuspected  vascular  in- 
jury. Pulsatile  bleeding,  or  hematoma  with  dif- 
ferential pulse  in  the  arm  or  underlying  systolic 
bruit  all  indicate  major  vascular  injury,  and  re- 
quire an  arch  aortogram,  though  only  if  the  pa- 
tient is  stable. 

The  placement  of  a chest  tube  in  the  patient 
with  major  vascular  injury  must  be  done  with 
care,  as  the  release  of  the  tamponade  from  the 
hemothorax  may  exacerbate  hypovolemic  shock. 
Repair  of  the  injured  vessel  should  be  done  ear- 
ly; delayed  hemorrhage,  arteriovenous  fistula,  and 
pseudoaneurysm  complicate  the  procedure.5 
Penetrating  wounds  to  the  heart  require  imme- 
diate operative  intervention,  since  primary  treat- 
ment with  pericardiocentesis  has  an  associated 
mortality  of  35%  for  stab  wounds  and  40%  to 
100%  for  gunshot  wounds.  Pericardiocentesis 
should  be  used  only  as  a temporizing  measure 
while  the  operating  room  is  being  set  up  for  the 
patient  who  reaches  the  hospital  alive. 

In  addition  to  persistent  hemorrhage,  thora- 
cotomy may  be  required  for  massive  air  leak  or 


esophageal  perforation.  The  morbidity  and  mor- 
tality associated  with  esophageal  perforation  is 
high,  particularly  if  diagnosis  is  delayed;  morbid- 
ity is  higher  with  thoracic  esophageal  perfora- 
tion, and  the  mortality  may  reach  67%. 6 Medias- 
tinal penetration  should  alert  the  clinician  to  the 
possibility  of  esophageal  injury,  especially  with 
firearm  wounds.  Likewise,  penetration  of  the  in- 
trathoracic  trachea  or  a major  bronchus  should 
be  suspected  when  there  is  massive  intrapleural 
air  leak  and  progressive  tension  pneumothorax. 
Penetrating  wounds  of  the  lower  chest  may  be 
accompanied  by  intra-abdominal  injuries  in  10% 
to  30%  of  patients;  mortality  is  significant  and 
increases  with  the  number  of  organs  injured. 

Summary 

Patients  with  penetrating  trauma  to  the  chest 
can  usually  be  managed  by  closed  tube  thoracos- 
tomy, fluid  replenishment,  and  close  observa- 
tion. Early  thoracotomy  will  be  required  in  10% 
to  15%  of  patients  with  persistent  hemorrhage. 

Precordial  wounds  may  injure  the  internal 
mammary  vessels  and  cause  exsanguinating  hem- 
orrhage. In  addition,  mediastinal  structures  are 
in  jeopardy,  including  the  heart,  trachea,  bron- 
chi, and  esophagus.  The  surgeon  must  be  ever 
aware  of  these  potentially  lethal  injuries,  and  be 
prepared  for  immediate  operative  management. 
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Radiology  Case  of  the  Month 


Asymptomatic  Anterior  Mediastinal  Mass 

JOSEPH  G.  JACKSON,  M.D.  and  STEPHEN  L.  GAMMILL,  M.D. 


Case  Report 

As  part  of  an  otherwise  normal  preemployment  physical 
examination,  an  18-year-old  white  man  obtained  a chest  ra- 
diograph at  our  facility  (Fig.  1).  The  abnormal  right  heart 
border  prompted  further  evaluation,  including  a lateral  chest 
film  (not  shown),  which  demonstrated  obliteration  of  the  re- 
trosternal clear  area.  CT  scanning  of  the  thorax  (Fig.  2)  re- 
vealed an  extensive  anterior  mediastinal  mass  with  mixed  at- 
tenuation characteristics.  On  more  cephalad  images  the  mass 
did  not  appear  to  extend  into  the  superior  mediastinum.  Ex- 
cept for  a minimally  elevated  alkaline  phosphatase,  labora- 
tory studies,  including  a CBC,  thyroid,  and  liver  profiles,  were 
normal.  The  patient  denied  any  symptoms  except  for  vague 
“chest  tightness”  some  two  weeks  previously.  Mediastinos- 
copy was  performed  and  tissue  for  diagnosis  was  obtained. 

Please  examine  Figs.  1 and  2 and  choose  the  best  diag- 
nosis: 

(1)  Thymoma 

(2)  Teratoma 

(3)  Substernal  thyroid 

(4)  Hodgkin's  lymphoma 


Figure  1.  PA  chest  radiograph  demonstrating  abnormal  right  heart 
border  (arrowheads). 


From  the  Department  of  Radiology,  Baptist  Memorial  Hospital, 
899  Madison  Ave.,  Memphis,  TN  38146. 


Discussion 

Of  the  numerous  entities  that  can  result  in  a 
mediastinal  mass,  the  listed  possibilities  account 
for  the  majority  of  anterior  mediastinal  mass  le- 
sions. Each  has  radiographic  and  clinical  charac- 
teristics that  often  make  a more  precise  diagnosis 
possible. 

Thymomas  can  be  detected  at  any  age,  with  a 
peak  incidence  during  the  fourth  decade  of  life. 
They  may  be  either  benign  or  malignant,  and 
there  is  a close  association  to  myasthenia  gravis. 
Up  to  50%  of  patients  with  thymomas  have  stig- 
mata of  myasthenia,  while  only  about  15%  of  pa- 
tients with  myasthenia  are  found  to  have  thymo- 
mas. The  lesions  may  be  cystic  or  solid,  and 
calcifications  are  noted  in  some  cases.13 

Mediastinal  teratomas  occur  about  as  fre- 
quently as  thymomas,  most  of  them  in  teenagers 


Figure  2.  CT  scan  of  the  midthorax  demonstrating  a mixed  attenua- 
tion, anterior  mediastinal  mass  (M  = mass;  A = aorta;  P = pulmonary 
outflow  tract). 
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and  young  adults.  Cystic  and  solid  forms  have 
been  described,  the  former  most  commonly  be- 
nign and  the  latter  often  malignant.  Malignancy 
occurs  in  approximately  25%  to  30%  of  cases. 
As  with  pelvic  teratomas,  various  combinations 
of  ectodermal,  endodermal,  and  mesodermal  tis- 
sue make  up  the  lesion.  The  CT  appearance  de- 
pends on  the  composition  of  these  various  ele- 
ments. High  concentrations  of  fat  or  sebacious 
material  would  result  in  negative  CT  numbers. 
Approximately  50%  of  the  tumors  have  calcifi- 
cations, but  it  is  uncommon  to  detect  formed  os- 
seous or  dental  elements  within  the  mediastinal 
forms;  they  are  pathognomonic  if  present.3  4 

Mediastinal  thyroid  tissue  accounts  for  about 
10%  of  resected  mediastinal  masses  and  almost 
always  originates  as  an  extension  from  the  cervi- 
cal thyroid.  These  endothoracic  goiters  can  occur 
anywhere  in  the  mediastinum,  but  most  often  are 
found  in  the  superior,  anterior  region.  Tracheal 
deviation  and  compression  is  an  important  find- 
ing on  chest  radiographs  and  there  are  several 
important  CT  findings  that  have  been  reported 
to  help  in  diagnosis.  Probably  due  to  its  iodine 
content,  thyroid  tissue  demonstrates  CT  num- 
bers higher  than  surrounding  soft  tissues.  Due  to 
its  affinity  for  iodine,  the  tissue  will  take  up  io- 
dine-rich contrast  material  and  prolonged  en- 
hancement will  result.  Detection  of  continuity 
with  the  cervical  thyroid  is  a key  to  diagnosis, 
but  it  may  be  missed  without  careful  attenuation 
to  technique  (i.e.,  extending  the  scan  into  the 
neck).  Calcifications  are  frequently  demonstrat- 
ed. As  an  adjunct,  radionuclide  scanning  with  io- 
dine-131  will  localize  thyroid  tissue  in  nearly  all 
cases.5-6 


Hodgkin’s  lymphoma,  the  largest  group  of 
malignant  lymphomas,  has  a bimodal  peak  inci- 
dence, occurring  in  the  third  and  in  the  sixth 
through  eighth  decades  of  life.  A lobulated  me- 
diastinum is  often  the  presentation  on  chest  ra- 
diography. Calcifications  are  rare  but  can  be  seen 
in  tumors  of  long  standing,  or  following  radiation 
therapy.  The  CT  numbers  are  usually  lower  than 
soft  tissue  and  the  lesions  often  contain  cystic  or 
necrotic  areas.  The  vascular  supply  is  poor  and 
contrast  enhancement  is  limited.5 

In  the  case  at  hand,  an  asymptomatic  anterior 
mediastinal  mass  was  detected  on  chest  radi- 
ographs. The  patient  had  no  clinical  findings  sug- 
gesting myasthenia  gravis.  CT  scanning  con- 
firmed the  findings  on  chest  radiography,  but 
failed  to  demonstrate  calcifications  and  there  was 
no  contrast  enhancement.  The  lesion  did  not  ap- 
pear to  extend  into  the  superior  mediastinum  or 
neck.  Attenuation  factors  were  mixed,  suggest- 
ing cystic  change  or  necrosis.  A presumptive  di- 
agnosis of  lymphoma  was  subsequently  con- 
firmed by  mediastinoscopy. 

FINAL  DIAGNOSIS:  Hodgkin’s  lymphoma. 
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HELP  FOR  IMPAIRED  PHYSICIANS 


Through  its  Committee  on  Impaired  Physicians,  TMA  helps  doctors  who  are  suffer- 
ing from  alcoholism  and  drug  addiction.  The  thrust  of  the  program  is  rehabilitative, 
not  punitive.  The  Committee  is  composed  of  physicians  who  have  special  expertise 
in  these  areas,  some  from  personal  experience.  Effective  treatment  for  these  illnesses 
is  achieved  most  easily  when  the  disease  is  detected  early  and  family,  friends,  and 
associates  are  urged  to  avoid  misguided  sympathy  which  enables  the  condition  to 
deteriorate. 

HELP  US  TO  HELP 

Call  the  TMA  Impaired  Physician  Program  (615)  327-2711;  outside  Nashville  call 
collect.  Phone  service  available  around  the  clock. 


32 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


MRI  Case  of  the  Month 


MICHAEL  C.  GAROVICH,  M.D.;  CHARLES  L.  ROBINETTE,  JR.,  M.D.;  and 
FRED  CALLAHAN,  M.D. 


Case  Report 

A middle-aged  white  man  had  multiple  vague  complaints 
including  headaches,  parathesias,  and  intermittent  history  of 
difficulty  in  walking  and  lack  of  upper  extremity  coordina- 
tion. Can  you  make  the  diagnosis  from  Figs.  1 and  2? 

The  MRI  scan  demonstrates  multiple  lesions  in  the  peri- 
ventricular white  matter  indicating  high  signal  intensity.  There 
is  no  evidence  of  mass  effect.  These  findings  are  strongly 
suggestive  of  multiple  sclerosis. 


Figure  1.  This  intermediate  T2  image  demonstrates  multiple  high  in- 
tensity (white)  lesions  in  the  periventricular  white  matter.  In  this  se- 
quence the  ventricles  are  isointense  with  the  normal  white  matter. 


From  the  Departments  of  Radiology  (Drs.  Garovich  and  Robi- 
nette) and  Neurology  (Dr.  Callahan),  HCA  Park  View  Medical  Cen- 
ter, Nashville,  TN  37203. 


Discussion 

Multiple  sclerosis  produces  various  clinical 
signs  and  symptoms  and  is  recognized  by  recur- 
rent relapses  and  remissions.  Individual  lesions 
are  related  to  plaques  of  demyelination.  MRI, 
due  to  its  inherent  properties,  is  extremely  sen- 
sitive in  differentiating  gray  from  white  matter, 
and  white  matter  abnormalities.  It  is  therefore 
the  imaging  procedure  of  choice  in  demonstrat- 
ing multiple  sclerosis  plaques  and  other  degen- 
erative or  inflammatory  states  affecting  white 
matter.  CT  is  frequently  normal  in  these  situa- 
tions. 


DIAGNOSIS:  Multiple  sclerosis.  r ^ 


Figure  2.  Additional  plaques  (high  intensity)  appear  in  the  deep  white 
matter  of  the  corona  radiata. 


JANUARY,  1987 


33 


Health  and  Environment  Report 


The  Tennessee  Communicable  Disease  Bulletin 

ROBERT  H.  HUTCHESON,  M.D. 


Introduction 

The  Communicable  Disease  Bulletin  pub- 
lished by  the  Tennessee  Department  of  Health 
and  Environment  may  be  familiar  to  many  TMA 
Journal  readers  because  it  has  been  mailed 
monthly  to  physicians  and  hospitals  since  Octo- 
ber 1975.  This  four-page  bulletin  is  one  way  the 
Communicable  Disease  Section  of  the  Tennessee 
Department  of  Health  and  Environment  com- 
municates with  physicians.  Each  physician  with  a 
Tennessee  address  on  the  licensing  board’s  mail- 
ing list  receives  the  “little  yellow  sheet”  each 
month.  This  brief  article  will  outline  its  history, 
origins,  purpose,  evaluation,  subject  matter,  and 
potential  for  the  future. 

History/Origins/Purpose 

In  the  early  1970s  before  becoming  a monthly 
letter,  the  first  issues  of  the  Communicable  Dis- 
ease Bulletin  began  appearing  in  physician  of- 
fices in  Tennessee.  Other  states  were  beginning 
or  had  just  begun  similar  ventures  for  the  same 
general  reasons:  the  states  with  communicable 
disease  sections  typically  request  physicians  to 
assist  with  disease  reports  and  other  data  so  that 
these  communicable  disease  sections  can  carry  out 
their  work.  But  what  did  physicians  and  hospitals 
receive  in  return?  A typical  answer  was  that  large 
numbers  of  physicians  saw  none  of  the  results  of 
their  reports  or  other  data.  Most  communicable 
disease  workers  believe  that  a request  for  data, 
especially  when  the  request  goes  beyond  the  nar- 
row confines  of  law,  creates  an  obligation  to  let 
readers  know  what  was  done  with  their  reports. 
Hence  the  several  states  began  to  publish  their 
version  of  the  Communicable  Disease  Bulletin. 
Tennessee’s  first  efforts  were  sent  on  an  irregular 
basis  during  the  first  half  of  the  1970s.  During 
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1974  for  example  there  were  three  issues,  not  12 
issues  as  there  are  now.  We  reasoned  that  we 
could  wait  “until  we  had  something  to  report” 
and  would  thus  save  postage.  At  that  time  we 
did  not  know  first  class  rates  were  about  to  jump, 
and  that  we,  unlike  most  organizations,  could 
obtain  postal  savings  intended  for  newspapers  and 
journals  by  becoming  one  or  the  other.  We  did 
not  know  that  our  small  section  would  always 
have  something  to  report.  That  “something”  was 
what  was  happening,  what  we  were  planning,  and 
new  developments  in  infectious  disease  that  might 
be  missed.  But  which  of  the  three  ought  we  em- 
phasize? 

Evaluation 

We  get  mail  and  attend  medical  meetings. 
Physicians  call  us.  Based  on  these  contacts  we 
learn  what  the  physician  reader  will  tell  us  about 
the  Bulletin.  We  listen  and  try  to  repeat  what 
“works”  based  upon  these  contacts.  We  have 
tried  tables,  graphs,  charts,  and  graphics  without 
a single  comment  in  over  ten  years.  It  is  the  nar- 
rative, not  the  visuals,  that  receive  favorable 
comments.  So  we  concentrate  on  narrative,  using 
graphics  sparingly.  As  for  content,  physicians 
continually  tell  us  that  disease  events  in  Tennes- 
see are  what  they  like.  Diseases,  then,  are  our 
emphasis. 

Subject  Matter  Highlights  from 
Previous  Years 

Measles  in  10  to  16  year  olds  in  Friendship,  TN  [Dec  74] 
Nosocomial  illness  from  Zepharin  solution  [June  75] 

St.  Louis  encephalitis  returns  [Oct  75] 

Leptospirosis  in  Stewart  County  [Nov  75] 

Tetanus  [Feb  76] 

Swine  flu  program  [July  76] 

First  case  report  of  infant  botulism  [Jan  77] 

Your  editor  gets  shigellosis  [Feb  77] 

Rubella  epidemic  [Apr  77] 

Brentwood  epidemic  pneumonia — Histoplasmosis  [July  77] 
New  school  immunization  law  [June  78] 

DTP  Lot  64-201  withdrawn  [Apr  79] 
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Review  of  deaths  from  venomous  animals  in  Tennessee 
[Oct  79] 

Paraquat  poisoning  presents  as  diphtheria  [May  80] 

365  ill  persons  in  two  foodborne  outbreaks  [June  80] 
Marinated  cucumber  in  mineral  spirits  and  glycol  ether 
[July  80] 

Pseudomonas  folliculitis  in  a swimming  pool  [Jan  81] 

Rubella  at  UT  Martin  imported  from  Japan  [Oct  81] 
Epidemic  kerotoconjunctivitis  [Nov  81] 

1981  highest  rabies  year  in  the  past  ten  [Feb  82] 
Staphylococcal  cellulitis  among  river  guides  [Nov  82] 
Airborne  nosocomial  varicella  [Apr  83] 

AIDS  in  Tennessee  [July  83] 

Mowers  tularemia  (poor  bunny,  poor  mower!)  [Aug  83] 
Ocular  Candida  parapsilosis  in  Tennessee  and  elsewhere 
[Jan  84] 

AIDS  in  Tennessee  [Sep  84] 

Child  restraint  device  effectiveness  in  Tennessee  [Nov  84] 
Influenza  in  Tennessee  [Feb  85] 

Rocky  Mountain  spotted  fever  in  Tennessee  [Apr  85] 
Alternative  testing  sites  for  HTLV-III  in  Tennessee  [June  85] 


Medical  Grand  Rounds  . . . 

(Continued  from  page  28) 

body,  which  is  present  in  almost  60%  of  patients 
with  PA,  is  rarely  found  in  other  conditions,  ex- 
amples being  relatives  of  PA  patients  or  patients 
with  thyroid  disease.  Therefore,  the  finding  of 
intrinsic  factor  antibody  in  a patient  with  mega- 
loblastic anemia  and  a low  serum  B12  level  may 
be  considered  diagnostic  of  PA;  this  recognition 
may  represent  a considerable  saving  in  time  and 
money  for  the  patient,  since  the  cost  of  the  anti- 
body determination  is  about  $60,  whereas  confir- 
mation of  the  diagnosis  by  parts  I and  II  of  the 
Schilling  test  costs  approximately  $370.  r X 
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Animal  rabies  in  Davidson  County  [Oct  85] 

Syphilis  in  prisons  [Jan  86] 

Chlamydia  in  Tennessee  pregnant  women  [Feb  86] 
Meningococcal  disease  in  Southeast  Tennessee  [Mar  86] 
Febrile  illness  in  a college  fraternity  [May  86] 


Future  Plans  and  Summary 

Like  other  states,  Tennessee  will  probably 
continue  reporting  monthly  those  disease  events 
of  most  interest  to  physicians.  The  previous  12 
years  have  been  ones  of  changing  diseases.  Infec- 
tious diseases  will  vary  in  their  specific  influence. 
When  new  diseases  appear,  when  old  ones  re- 
appear, we  hope  to  report  them  to  you  through 
the  Tennessee  Communicable  Disease  Bulletin. 
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Loss  Prevention  Case  of  the  Month 


Preventive  Loss  Prevention 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

Dr.  O,  an  orthopedic  surgeon,  and  a 62-year-old  col- 
league, Dr.  N,  a neurosurgeon,  both  on  the  staff  of  Middle- 
town  General  Hospital,  attended  the  same  medical  meeting 
in  a nearby  city  and  the  two  of  them  had  dinner  together  the 
first  evening  of  the  seminar.  Dr.  O noticed  that  his  friend, 
Dr.  N,  had  the  odor  of  alcohol  on  his  breath  when  they  met 
in  the  hotel  restaurant.  Dr.  N had  three  drinks  while  waiting 
for  dinner,  selected  the  wine,  and  insisted  on  brandy  follow- 
ing dinner.  It  was  a very  enjoyable  evening  and  there  was  no 
indication  that  Dr.  N was  intoxicated.  They  parted  agreeing 
to  meet  the  following  morning  for  the  first  session  in  which 
they  each  had  expressed  a special  interest. 

The  next  morning  Dr.  N did  not  appear  for  the  session  as 
agreed,  and  Dr.  O called  his  room  thinking  he  had  overslept. 
Dr.  O heard  a clatter  on  the  other  end  of  the  line  as  if  the 
phone  had  slipped  when  picked  up.  Dr.  N answered  with 
slurred  speech  and  seemed  incoherent.  Dr.  O told  him  not  to 
try  to  get  up,  summoned  the  manager,  and  went  to  his  friend’s 
room  where  Dr.  N was  found  dressed  and  lying  in  bed.  Dr. 
N related  an  episode  of  unsteadiness  during  the  early  morn- 
ing hours  while  going  to  the  bathroom,  but  he  returned  to 
the  bed  with  no  problems.  Upon  arising,  he  bathed,  shaved, 
and  dressed,  but  felt  nauseated,  vomited,  and  returned  to 
bed. 

Dr.  O’s  cursory  examination  revealed  a normal  blood 
pressure,  pulse,  and  respirations.  Gross  neurological  signs  were 
within  normal  limits,  but  Dr.  N continued  to  be  ataxic  and 
displayed  a definite  memory  disturbance,  asking  “where  am 
I?”  and  “how  did  I get  here?”  Dr.  O took  him  to  the  emer- 
gency room  of  the  local  hospital  where  a neurologist  friend 
of  Dr.  O’s  examined  him  thoroughly  and  advised  hospital  ad- 
mission for  further  observation  and  study.  Dr.  N begged  off, 
having  become  totally  asymptomatic;  he  promised  to  return 
home  immediately  and  undergo  the  studies  as  suggested.  Dr. 
N’s  wife  drove  to  get  him  and  they  returned  to  Middletown. 

After  the  meeting  Dr.  O returned  home  and  on  the  fol- 


Dr.  Avery  is  medical  director  for  Continuing  Medical  Education, 
St.  Thomas  Hospital,  Nashville. 


lowing  Monday  learned  that  Dr.  N had  not  entered  the  hos- 
pital or  consulted  the  specialist  as  he  had  promised  to  do. 
When  Dr.  O saw  him.  Dr.  N stated  that  he  had  diagnosed 
his  episode  as  being  related  to  the  seafood  he  had  eaten  at 
the  restaurant  and  recalled  a similar  episode  in  the  past. 

About  two  weeks  later  Dr.  O was  discussing  the  medical 
meeting  with  Dr.  N’s  partner,  Dr.  M,  and  mentioned  the  ep- 
isode. Dr.  M remarked  that  Dr.  N had  another  episode  the 
past  weekend  and  had  not  covered  for  Dr.  M on  Friday  eve- 
ning as  promised  and  made  rounds  on  Saturday  night  after 
10:30.  Dr.  M mentioned  Dr.  N’s  recent  move  from  home  into 
an  apartment. 

What  should  Dr.  O do? 

• Confront  Dr.  N with  his  suspicions. 

• Look  at  his  surgical  performance  for  the  past  year,  his 
postoperative  complications,  etc. 

• Make  a confidential  report  to  the  chief  of  neurosurgical 
service. 

• Report  concerns  to  the  TMA  Impaired  Physician  Pro- 
gram. 

• Do  nothing. 

Loss  Prevention  Comments 

The  case  you  have  just  read  has  happened  over 
300  times  in  the  past  eight  years  in  Tennessee,  as 
documented  by  the  Tennessee  Medical  Associa- 
tion’s Impaired  Physician  Program.  To  all  the  Dr. 
O’s  in  Tennessee,  the  10%  who  are  Dr.  N’s  need 
your  attention,  concern,  and  love.  You  can  ex- 
press all  these  in  an  effective  way  by  enlisting  the 
assistance  of  the  Impaired  Physician  Program. 
Over  95%  of  the  cases,  where  the  TMA  program 
has  intervened,  have  returned  the  physician  to 
his  practice,  preserved  his  liability  coverage,  and 
maintained  his  individual  health.  Call  the  TMA 
Impaired  Physician  Hotline  at  (615)  327-2711; 
outside  Nashville  call  collect.  r % 
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As  we  begin  the  new  year — 1987 — we  must  address  the  ever-increasing 
problem  of  indigent  health  care.  Governor  McWherter  has  placed  this  high 
on  his  list  of  priorities  for  this  year.  I believe  we  can  and  must  be  a part  of 
the  solution.  Since  the  government  alone  cannot  provide  the  care,  it  is  up 
to  us  to  deliver  it  in  the  proper  quantity  and  quality.  They  can  allocate  the 
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resources  to  ensure  its  availability.  The  present  Medicare  and  Medicaid  sys- 
tems have  not  done  the  job.  They’ve  only  helped  contribute  to  massive  def- 
icits and  debt. 

Most  of  us,  and  generations  of  physicians  before,  and  most  hospitals  have 
always  provided  needed  medical  care  regardless  of  the  patients’  ability  to 
pay.  Reduced  and  no  charges  have  always  been  around  and  unpaid  bills  are 
a fact  of  life.  It  has  been  estimated  that  at  least  6%  of  fees  are  never  col- 
lected and  another  9%  of  potential  fees  are  reduced.  Is  this  enough  contri- 
bution by  the  medical  profession  to  the  indigent  health  care  problem? 

A certain  segment  of  the  population  has  “fallen  through  the  cracks”  in 
regard  to  having  adequate  protection  against  health  care  costs.  These  are 


people  whose  age  or  economic  status  preclude  their  eligibility  for  protection  under  tax  supported 
programs,  but  who  find  it  very  difficult  to  purchase  coverage  in  the  private  sector.  Some  are  uninsured 
all  or  part  of  the  year  and  some  are  underinsured.  These  are  usually  women,  part-time  employees, 
self-employed,  unemployed,  uninsurable  persons  in  poor  health,  and  other  low  income  workers.  Many 
of  these  and  their  dependents  have  no  access  to  coverage  and  must  seek  health  care  wherever  they 
can  find  it — usually  in  clinics  and  emergency  rooms  of  public  hospitals — the  most  expensive  way  to 
provide  care. 

We  have  provided  basic  public  education  from  day  care  centers  through  postgraduate  programs, 
but  not  everyone  participates  through  all  levels.  For  various  reasons  many  drop  out  at  different  stages. 
The  public  housing  system  is  another  example  of  a multi-tiered  tax  supported  program.  It  has  been 
decided  that  the  governor  should  reside  in  a “mansion,”  that  certain  college  presidents  and  hospital 
administrators  should  live  in  luxurious  homes,  whereas  others,  the  elderly  and  the  poor,  be  provided 
with  public  housing  projects.  The  pecking  order  is  very  evident  in  housing  and  services  on  any  military 
base  and  in  all  levels  of  government.  Maybe  a single-tiered  health  care  system  is  not  the  answer. 

No  other  group  has  benefitted  more  from  the  public  education  system  than  the  doctors  of  Tennes- 
see. Thousands  of  Tennessee  physicians  have  attended  colleges  and  medical  schools  at  taxpayers’ 
expense.  Many  of  us  could  not  have  afforded  the  private  schools.  Surely,  we  can  help  the  governor 
and  legislature  devise  some  method  of  providing  basic  health  care  for  all  our  people  without  falling 
into  the  “socialized”  trap — even  if  we  have  to  give  up  some  of  our  income.  With  the  ever-increasing 
“glut”  of  doctors,  I don’t  believe  we  will  be  as  busy  as  we  have  been  in  the  past  and  can  devote  a 
little  more  time  to  indigent  care. 

The  government  cannot  provide  health  care.  They  can  only  promise  it  and  decide  how  much  to  pay 
for  it.  We  must  deliver  it.  I propose  that  we  join  with  our  government  and  do  it. 
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Survival  in  One 
Not  So  Easy  Lesson 

The  true  Renaissance  man  was  characterized 
by  his  vast  knowledge  of  many — indeed  every — 
subject;  more  than  that,  he  was  characterized  by 
his  curiosity,  and  an  avidity  for  satisfying  it.  It 


was  this  spirit  of  inquiry  that  was  the  hallmark  of 
the  Renaissance;  a lot  of  icons  were  smashed  in 
the  process,  among  them  inevitably  some  that  did 
not  need  smashing.  In  earlier  days  a bright  man 
could  know,  if  not  everything  there  was  to  know, 
at  least  a good  part  of  it.  That  spirit  of  inquiry 
set  off  an  information  explosion  that  has  not 
abated  after  some  six  centuries,  and  in  fact  con- 
tinues compounding  itself  geometrically. 

Knowledge  builds  on  knowledge,  and  the  more 
answers  those  inquisitive  minds  found,  the  more 
questions  they  found  to  explore.  All  sorts  of 
frontiers  continued  falling.  By  the  time  I reached 
medical  school,  our  teachers  were  beginning  to 
tell  us,  with  what  seemed  to  us  blatant  hypocrisy 
when  exam  time  rolled  around,  that  as  it  was  im- 
possible to  know  everything,  the  appropriate  re- 
sponse to  such  a vast  information  base  was  to 
know  not  necessarily  all  the  answers,  but  where 
to  locate  them  quickly  in  time  of  need.  They  were 
assuming  a certain  basic  core  of  knowledge;  what 
that  basic  core  consisted  of  set  faculty  at  odds 
with  one  another  in  the  days  following  World  War 
II,  and  saddled  curriculum  committees  with  an 
impossible  and  thankless  task.  It  led  to  fragmen- 
tation of  the  curriculum,  leading  I suppose  to  the 
increased  use  of  the  term  curricula,  since  there 
clearly  was  no  longer  only  one. 

It  got  even  worse.  It  changed  the  way  medi- 
cine was  practiced,  too.  A generation  of  special- 
ists was  bred  by  the  military  service  in  response 
to  the  demands  of  war,  and  young  men  returned 
in  droves  to  fill  residency  spots  under  the  GI  Bill 
of  Rights;  whereas  once  the  well-trained  special- 
ists had  been  pretty  much  confined,  if  not  to  aca- 
demia, at  least  to  metropolitan  hospital  centers, 
they  now  appeared  in  the  hinterlands,  working  in 
newly  constructed,  federally  funded  community 
hospitals. 

Some  of  the  general  practitioners  who  had 
been  the  sole  proprietors  of  medicine  in  the 
smaller  communities  adapted  by  changing  their 
practice  patterns  to  accommodate  to  the  influx  of 
specialists.  Others  survived  as  anachronisms,  with 
the  result  that  their  patients  received  barely,  or 
even  sometimes  less  than,  adequate  care.  Merci- 
fully, those  were  few.  Though  scientific  medicine 
flourished,  its  art  languished,  and  with  it  the  doc- 
tor-patient relationship,  bearing  within  it  some  of 
the  seeds  of  a litigious  spirit  waiting  in  the  wings, 
and  now  upon  us. 

Through  all  of  this,  medical  students  had  come 
and  gone,  giving  scant  attention  to  either  the 
medical  or  lay  establishment.  That  was  until 
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Vietnam.  That  so-called  non-war,  and  other  dis- 
tressing events  that  preceded  it,  sired  a rebel- 
lious youth  in  this  country;  rooted  in  the  malad- 
justment of  those  days  is  our  present  drug  culture. 
The  students  of  that  period  paid  a lot  of  atten- 
tion to  the  establishment;  wherever  one  existed, 
they  sought  to  dismantle  it  and  rebuild  it  in  their 
own  image.  They  assaulted  the  halls  of  organized 
medicine  and  the  medical  schools,  demanding  a 
voice  in  determining  their  own  future,  including 
deciding  what  courses  they  should  take. 

That  their  demands  were  not  without  merit  was 
annulled  by  their  approach;  it  threatened  to 
abolish  the  hard  won  gains  already  accomplished 
by  students  and  residents  to  form  a section  in  the 
AMA,  for  example,  as  the  great  unwashed  and 
bewhiskered  descended  upon  and  attempted  to 
disrupt  the  sessions  of  the  House  of  Delegates. 

Today’s  radicals  are  tomorrow’s  conserva- 
tives, and  as  some  of  those  activists  became 
members  themselves  of  the  establishment,  they 
incorporated  into  it  through  the  subtler  but  more 
effective  means  of  both  persuasion  and  the  vote 
many  of  the  better  things  they  had  attempted  by 
revolution.  There  are  now  medical  student  mem- 
bers at  all  levels  of  the  Federation,  and  both  the 
resident  and  student  sections  have  members  on 
the  AMA’s  councils  and  Board  of  Trustees.  They 
are  serious  about  their  responsibilities,  and  have 
made  valuable  contributions  in  deliberations;  they 
have  gained  both  the  attention  and  the  respect  of 
their  older  colleagues. 

Things  change,  and  survival  depends  on  the 
ability  to  adapt,  frequently  to  an  inhospitable  en- 
vironment. Medically  speaking,  after  the  initial 
antiscientific  flap  of  the  flower  children  genera- 
tion wore  off,  the  profession  has  had  infused  into 
it  a better,  or  perhaps  more  precisely,  a renewed 
understanding  of  the  physician-patient  relation- 
ship, of  the  sort  that  the  physician  of  pre-World 
War  II  days  had,  but  which  got  lost,  or  at  least 
misplaced,  in  succeeding  decades. 

The  winds  of  change  have  kept  on  blowing, 
and  indeed  seem  presently  to  be  accelerating. 
Those  of  us  who  once  had  trouble  with  the  “slip- 
stick”  are  now  being  confounded  by  computers. 
We  are  finding  out  that  not  only  is  it  not  possible 
these  days  to  know  everything,  or  even  to  read — 
or  peruse,  even — everything  in  one’s  own  field, 
let  alone  medicine  in  general,  it  is  also  not  pos- 
sible to  look  the  answers  up  without  being  able 
to  ask  the  right  questions — of  a computer,  yet! 
So  now  that  is  what  students  are  being  taught. 

Adaption  to  such  necessity  is  not  what  is  dif- 


ficult for  the  physician;  medical  progress  and  pa- 
tient welfare  require  it.  It  is  the  changes  in  med- 
ical practice  patterns  and  the  external  pressures 
from  society  that  cause  dislocations  in  the  physi- 
cian. It  is  hard  on  a physician  to  have  to  accom- 
modate to  being  treated  as  a tradesman;  it  is  hard 
to  accommodate  to  the  PPOs  and  HMOs,  and  to 
the  progressive  litigiousness  of  society,  fueled  by 
the  contingency  provisions  of  the  tort  system. 
Some  of  our  colleagues  have  given  up  the  fight, 
and  the  number  of  good  college  students  who  are 
entering  medicine  is  dwindling.  It  is  harder  still 
to  be  told  by  a third  party  how  we  should  care 
for  our  patients.  The  pressures  take  up  time  and 
energy  that  the  physician  could  better  use  for  his 
patient.  The  regulations  are  stultifying,  stran- 
gling initiative,  and  ultimately  also  working  to  the 
harm  of  his  patients. 

The  reasons  for  entering  medicine  as  a career 
are  various,  but  enter  it  individuals  always  have, 
even  in  the  days  when  to  lose  a patient  meant  to 
lose  one's  head.  The  human  being  generically  is 
a remarkably  adaptable  creature.  Individually 
though,  whereas  some,  maybe  most,  are  resil- 
ient, others  are  brittle,  and  some  are  simply  pli- 
able. A tree  that  can  bend  with  the  wind  will  not 
break,  and  sooner  or  later  the  wind  will  change 
and  it  will  bob  up  again. 

The  motto  of  the  Seabees,  the  U.S.  Navy  con- 
struction battalions  of  World  War  II,  was,  “The 
difficult  we  do  immediately;  the  impossible  takes 
a little  longer.”  We  enter  1987  faced  with  obsta- 
cles to  the  continued  care  of  our  patients  that 
often  seem  insurmountable;  just  because  no  so- 
lution is  readily  available,  though,  does  not  mean 
that  none  exists. 

Predicting  the  future  is  chancy  at  best.  I would 
simply  point  out  by  way  of  a reminder  that  a 
couple  of  decades  ago  Medicare  was  going  to  de- 
stroy medicine.  Now  we  hear  it  is  the  abandon- 
ment of  it  that  will.  Perhaps  the  original  assess- 
ment was  correct  after  all,  since  if  Medicare  had 
not  begun,  we  would  not  be  faced  with  its  end- 
ing, and  we  also  would  not  be  faced  with  such 
things  as  fee  freezes  and  assignments.  Then  again, 
perhaps  we  would;  if  it  had  not  been  Medicare, 
it  would  almost  certainly  have  been  something 
else. 

It  all  goes  to  prove  that  there  are  few  safe  har- 
bors, and  no  certain  ones;  what’s  more,  there 
never  have  been.  Don’t  expect  to  find  any  this 
year,  either. 

Happy  New  Year.  Illigitmi  non  carborundum. 

J.B.T. 


JANUARY,  1987 
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Kick  ’em  While  They’re  Down 

All  the  while  that  we  are  bemoaning  our  situ- 
ation these  days  between  the  rock  and  the  hard 
place,  we  can,  and  do,  do  a lot  for  the  sick.  If  I 
had  to  pick  out  a single  advance  since  my  medi- 
cal school  days  that  surpasses  all  others  in  saving 
lives,  it  would  be  the  discovery  and  development 
of  antimicrobials.  It  really  began  in  my  high 
school  days  with  the  discovery  of  sulfanilamide, 
but  the  real  revolution  began  with  the  advent  of 
antibiotics. 

We  have  generally  become  so  blase  about  in- 
fectious diseases  that  I am  moved  from  time  to 
time  to  point  out  that  pathogenic  microorga- 
nisms, while  they  may  be  down,  are  far  from  out. 
They  still  can,  and  frequently  do,  kill,  even  un- 
der the  best  of  circumstances.  I thought  about 
this  as  I wrote  about  adaptability,  of  which  germs 
are  a remarkable  example. 

Almost  any  medical  publication  that  you  pick 
up,  and  often  lay  ones,  too,  is  witness  to  their 
perseverance.  The  Morbidity  and  Mortality 
Weekly  Report  (MMWR),  published  by  the  CDC, 
documents  their  ubiquitous  presence  among  us. 
For  instance,  last  week  MMWR  reported  12  cas- 
es of  cholera  in  Louisiana,  thought  to  have  been 
transmitted  through  contaminated  shellfish.  Since 
shellfish  are  widely  transported  these  days,  such 
organisms  may  be  disseminated  to  inland  areas 
and  make  their  presence  known  with  an  explo- 
sive watery  diarrhea,  without  ever  being  detect- 
ed. With  proper  hydration,  the  disease  is  self- 
limited, but  its  course  can  be  mitigated  by  tetra- 
cycline. Without  proper  treatment,  the  victim  can 
die.  Pearl:  boiling  a crab  for  8 minutes  will  not 
kill  the  vibrio;  10  minutes  will. 

The  gonococcus  has  remained  remarkably  du- 
rable as  a pathogen,  despite  our  early  elation  at 
the  prowess  of  penicillin  in  the  war  against  V.D. 
(now  referred  to  as  STD — sexually  transmitted 
disease — possibly  in  deference  to  the  concept  of 
separation  of  church  and  state).  Its  incidence  in- 
creased last  year  for  the  first  time  in  ten  years, 
due  partly  to  resistance  to  therapy  and  partly  to 
cutbacks  in  government  funding  of  clinics,  as  the 
major  portion  of  funds  for  STD  research  and  de- 
velopment is  being  diverted  to  the  AIDS  epi- 
demic. 

From  the  Kentucky  Department  of  Public 
Health  Services  comes  word  of  two  deaths  in 
children  from  Baylisascaris  procyonis,  a round- 
worm  widely  enzootic  in  raccoons.  The  worm’s 
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larvae  produce  a visceral  larva  migrans,  leading 
to  an  eosinophilic  meningitis  for  which  there  is 
no  treatment.  Since  almost  all  raccoons  are  in- 
fested, and  can  shed  100,000  eggs  per  gram  of 
feces,  one  needs  to  steer  clear  of  the  cute  little 
rascals.  A young  one  can  make  a delightful  pet; 
it  is  also  a loose  cannon  in  the  kiddie-coop.  The 
worms  do  not  know  where  the  Kentucky-Ten- 
nessee  line  is.  So  oust  the  beasts. 

I could  name  you  a bunch  more,  but  you  get 
the  idea,  and  in  fact  you  will  have  seen  some  in 
your  own  practice,  probably  on  most  days.  The 
interesting  thing  is  that  except  for  the  “common 
cold”  (if  there  is  any  such  thing)  diseases  due  to 
microorganisms  are  generally  preventable,  given 
sufficient  interest  and  education  on  the  part  of 
the  intended  victim,  and  assiduous  attention  by 
the  health  department. 

That  last  statement  is  pregnant  with  both  pos- 
sibilities and  snares.  A properly  funded  public 
health  system  can  work  wonders.  We  do  not  at 
any  level  have  a properly  funded  public  health 
system;  it  is  a prime  target  for  budget  snipping, 
and  snipped  it  has  been.  The  MMWR,  for  in- 
stance, was  once  sent  free  for  the  asking  to  any 
physician.  That  gold  mine  of  information  will  now 
suck  up  your  gold  to  the  tune  of  a couple  of 
C-notes  a year.  Fortunately  for  us,  government 
publications  cannot  be  copyrighted,  and  so  the 
reprinted  publication  can  be  subscribed  to  from 
the  Massachusetts  Medical  Society  for  a paltry 
$25.  It  is  also  summarized  in  JAMA. 

As  to  the  intended  victims,  it  takes  more  than 
a heap  of  education  to  impede  gratification  of  the 
hunger  and  sex  drives,  as  any  country  boy  or  girl 
knows,  and  the  city  ones  at  least  suspect,  I ex- 
pect. Preventive  measures  have  a low  priority 
under  certain  circumstances,  but  even  a low 
priority  is  better  than  no  priority,  which  is  what 
the  uneducated  necessarily  have. 

Failing  education,  the  next  step  is  case  finding 
and  reservoir  eradication.  That  can  be  done,  be- 
cause it  has  been  with  rabies  and  smallpox,  and 
to  a large  extent  with  tuberculosis.  That  was  done 
in  the  days  when  preventive  medicine  was  receiv- 
ing more  than  lip  service,  though.  Case  finding 
through  cluster  investigation  needs  to  be  done  for 
a lot  of  things  other  than  AIDS. 

In  the  1930s  A1  Capone  was  public  enemy 
number  one,  but  there  were  also  a lot  of  other 
dangerous  gangsters  around  and  the  FBI  had  to 
broaden  its  scope.  AIDS  is  now  considered  pub- 
lic health  enemy  number  one,  and  it  should  be. 
But  just  as  A1  Capone  had  lots  of  dangerous 
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company,  so  has  AIDS.  While  we  are  going  after 
the  big  game  with  an  elephant  gun,  we  need  to 
keep  at  least  a shotgun  handy  for  the  smaller 
game;  it  is  of  no  use,  either,  if  it  isn’t  loaded. 

J.B.T. 

Song  of  the  Islands:  Reprise 

It’s  just  that  things  are  different  in  the  Islands. 
For  instance,  the  AMA  House  of  Delegates  cus- 
tomarily begins  its  sessions  at  nine  o’clock  in  the 
morning,  the  opening  session  excepted,  which  be- 
gins at  two  o’clock  on  Sunday  afternoon.  When 
the  House  meets  in  Honolulu  though,  which  it 
does  every  five  or  so  years,  things  start  up  at  7 
am,  and  the  first  session  opens  at  11  am  Sunday; 
this  change  is  made  so  that  everybody  can  get  out 
and  play  in  the  sand  and  sun.  It’s  all  very  well  to 
spend  your  days  in  a windowless  hall  when  the 
meeting  is  in  Chicago,  but  when  you  have  traveled 
five  or  ten  thousand  miles  to  be  in  Paradise,  you 
handle  things  differently.  (Not  that  Honolulu  is 
exactly  Paradise,  but  it’s  close  by,  and  Waikiki 
isn’t  bad.) 

When  at  the  opening  of  the  House  in  December 
1979  it  came  time  for  the  invocation,  it  was  church 
time.  The  minister  commented  that  he  was  retired 
from  active  duty,  so  that  he  was  available;  only 
such  as  he,  he  said,  could,  after  all,  invoke  Divine 
blessing  if  the  House  insisted  on  opening  at  such 
an  hour  on  Sunday.  The  reason  I mention  this  is 
a long  story — not  one  that  takes  a long  time  to 
tell,  so  don’t  go  ’way;  I mean  it  begins  a long  time 
back. 

A few  hours  after  I graduated  from  medical 
school  on  Sept.  11,  1944,  I stood  with  my  bride 
before  the  Reverend  William  Phifer,  minister  of 
the  Westminster  Presbyterian  Church  in  Nash- 
ville, and  heard  him  pronounce  us  man  and  wife. 
The  next  thing  I heard  Bill  Phifer  say  was  the 
remark  I have  just  recounted.  Right  after  our  hon- 
eymoon, we  left  Nashville  for  my  internship  in 
Columbus,  Ohio,  and  a short  time  before  we  re- 
turned five  years  later  he  left  for  Kansas  City. 
Some  years  after  taking  another  pastorate  in  Los 
Angeles,  he  was  called  to  the  First  Presbyterian 
Church  in  Honolulu,  where  he  retired  in  1974  and 
has  made  his  home  since.  On  that  visit  to  Hono- 
lulu my  wife  and  I spent  a pleasant  couple  of  hours 
with  the  Phifers  in  their  home,  renewing  an  ac- 
quaintance that  had  lapsed  for  nearly  40  years. 
That  was  my  island  year;  my  wife  and  I had  been 
to  Tahiti  in  May  and  I to  Honolulu  (and  Oahu 


generally)  and  Kauai  in  October.  We  went  to  Maui 
and  the  Big  Island  on  a post-meeting  tour  on  this 
trip. 

Though  they  can't  do  it  much  anymore,  and 
actually  it  has  been  considered  bad  form  within 
my  memory,  preachers  used  to  be  big  on  accusa- 
tions of  whoring  after  false  gods,  a thoroughly 
Biblical  expression.  This  always  used  to  stir  up  in 
me  visions  of  the  child-eating  Moloch,  and  Dagon, 
the  fish  god,  and  maybe  Jezebel — you  know — 
gross  things;  those  aren’t  long  on  seduction.  The 
dangerous  false  gods  are  more  goddesses,  ac- 
tually— the  likes  of  Delilah  and  Salome,  whose 
blandishments  held  out  an  offer  of  a real  bac- 
chanal— like  Venusburg  for  Tannhauser,  say. 
(Whoring  after  anything  much  wasn’t  then  open 
to  the  ladies,  which  accounts  for  the  sex  bias  here 
as  in  Biblical  times.  They  do  have  the  same  op- 
tions and  proclivities  now,  though.) 

I hadn't  thought  much,  if  at  all,  about  Bill  Phi- 
fer during  the  intervening  years  until  my  wife  said 
he  was  returning  for  a homecoming  at  Westmin- 
ster last  Sunday  (Sept.  18).  So  we  met  again,  and 
had  a brief  visit,  with  recollection  of  those  two 
previous  occasions.  Now,  though  I may  not  have 
given  Bill  Phifer  much  thought,  I have  thought 
about  his  Islands  a lot.  I’m  not  sure  I would  like 
living  there,  but  I wouldn’t  mind  giving  it  a try. 
The  major  disadvantage — in  fact,  the  only  one  I 
see — would  be  in  having  to  forsake  Middle  Ten- 
nessee. I often  look  at  pictures  I have  taken  on 
my  visits  there,  and  read  some  descriptions  of  the 
Islands  (actually,  though  modesty  forbids  my  say- 
ing so,  some  of  my  favorite  writings  are  my  own), 
while  listening  to  some  authentic  island  music.  It 
warms  the  cockles  of  my  heart,  though  it  gives  me 
itchy  feet. 

That  is  what  I did  after  my  latest  meeting  with 
Bill,  and  as  I was  doing  it  I began  to  suffer  pangs 
of  conscience.  It  reminded  me  that  the  last  time  I 
was  in  the  Islands,  I didn’t  even  mention  it  in  these 
columns,  and  that  will  be  two  years  ago  come 
December.  It  isn’t  that  I didn’t  revel  in  it,  because 
I did.  I think  I may  have  kept  mum  because  I felt 
sort  of  like  a fellow  does  when  he  has  stood  up  his 
best  girl  to  go  out  with  another  one  on  the  spur  of 
the  moment,  and  gotten  caught  at  it.  Not  that  what 
I did  was  on  the  spur  of  the  moment.  It  was  planned 
that  way.  In  the  first  place,  I have  no  pictures  to 
show  for  the  visit.  For  the  first  (and  probably  the 
last)  time  I took  a video  camera  instead.  The  tape 
is  great,  but  never  where  I want  it,  which  is  why  I 
turned  years  ago  from  slides  to  prints.  But  that  is 
not  the  real  reason,  or  at  least  in  thinking  about 
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it,  I don’t  believe  it  is. 

The  real  reason,  I think,  is  that  I had  stood  up 
my  Special  Island,  my  Bali  H’ai,  and  gone  a whor- 
ing after  a false  god(dess)  named  Maui,  and  was 
afraid  that  if  I wrote  about  it,  Kauai  might  find 
out  and  stop  being  my  Special  Island.  Like  most 
false  gods  (and  goddesses),  this  one  was  very 
lovely.  To  many  people  who  march  to  the  island 
drummer,  Maui  is  their  Special  Island.  It  was  to 
Charles  Lindbergh,  who  lived  out  his  last  days  and 
was  buried  there.  Maybe  it  is  because  I visited 
Kauai  first  that  she  has  continued  on  as  my  Bali 
H’ai,  but  however  that  may  be,  Kauai  has  assured 
me  she  will  forgive  me  and  remain  my  Special 
Island  even  if  I sing  Maui’s  praises  a little  bit.  So 
I will. 

Now  that  several  airlines  offer  direct  service 
from  the  continent  to  Maui,  bypassing  the  mess  in 
Honolulu,  it  has  become  the  place  to  go  for  meet- 
ings. In  fact,  I had  scheduled  a course  there  this 
month,  but  had  to  give  it  up  because  of  other 
commitments.  (I  was  going  to  stop  by  Kauai,  too, 
thanks.)  Maui’s  long  west  coast  has  wide  sand 
beaches,  for  which  the  trade  winds  assure  mostly 
sunny,  warm  weather  year-round.  Many  large  re- 
sort hotels  have  congregated  there.  The  trade  winds 
unload  their  moisture  on  the  east  coast,  so  that 
little  is  left  by  the  time  they  cross  the  central 
mountains;  it  keeps  the  east  side  wet,  lush,  and 
green.  This  is  true  of  all  of  the  islands,  though  the 
amount  of  rain  depends  on  land  mass.  Since 
Kauai’s  is  small,  it  gets  relatively  less  water  on  the 
coast.  Most  of  it  falls  inland,  on  Mount  Waialeale, 
with  500  inches  a year  the  wettest  place  on  earth, 
and  on  the  Alakai  Swamp  atop  the  island’s  central 
core.  The  drive  to  Hana,  on  Maui’s  lush  east  coast, 
is  one  of  the  loveliest  anywhere,  ablaze  as  it  is  with 
the  brilliant  royal  poinciana  and  other  tropical 
blooming  trees  and  plants.  It  is  just  below  Hana 
that  Lindbergh  lived  and  is  buried  in  a lovely  little 
country  churchyard.  Not  only  was  the  area  closed 
entirely  to  the  public  shortly  after  I was  there  (it 
is  on  private  property),  but  I understand  that  now 
its  presence  on  the  island  is  not  even  mentioned 
anywhere,  in  an  attempt  to  halt  its  desecration, 
indeed  the  ultimate  destruction,  by  souvenir 
hunters. 

Though  the  active  firepit,  Halemaumau,  in 
Volcano  National  Park  atop  Kilauea  on  the  Big 
Island  of  Hawaii,  is  better  publicized  and  oftener 
visited,  and  though  Mauna  Loa,  on  the  same  is- 
land, has  been  responsible  for  more  fireworks, 
nothing  can  touch  the  giant  crater  of  Maui’s  Hal- 
eakalah  as  a sheer  spectacle.  To  catch  its  full  force, 
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one  needs  to  watch  the  sun  rise  over  its  rim,  cast- 
ing its  early  slanting  red  rays  over  the  mist  that 
generally  fills  much  of  the  3,000-foot  deep,  3 by  2 
mile  cauldera,  gradually  spreading  over  the  stark, 
variegated  lava  formations  that  form  its  walls.  A 
shelter  is  provided  against  the  cold,  which  is  in- 
tense, much  of  it  from  a severe  wind  chill.  As  we 
started  up  the  long  slope  in  the  pre-dawn  darkness 
a light  rain  was  falling,  turning  to  snow  at  the 
4,000-foot  mark.  We  later  broke  out  of  the  clouds, 
and  on  the  10,000-foot  summit  skies  were  clear. 
By  the  time  we  had  reached  the  foot  on  our  return, 
all  was  in  bright  sun;  that  is  the  time  for  one  to  fly 
into  the  cauldera  in  a helicopter. 

Why,  then,  with  all  that  glamour  and  marvelous 
scenery  on  Maui  do  I continue  to  turn  to  Kauai? 
There  are  more  and  better  resorts  on  both  the  Big 
Island  and  Maui — or  at  least  there  have  been. 
After  all,  it  has  been  five  years  since  I’ve  been  to 
Kauai,  though  it  doesn’t  seem  that  long.  But  Kauai 
is  quieter,  and  has  areas  more  secluded,  still. 
Nothing  on  any  other  island  that  I have  seen  ap- 
proaches the  grandeur  of  Waimea  Canyon  and  the 
Na  Pali  Coast.  The  4,000-foot  high  Alakai  Swamp 
still  beckons.  Perhaps  those  things  that  I men- 
tioned when  last  I wrote — which  was  1981 — are 
among  the  vast  number  of  my  things  to  do  that  I 
shall  never  do;  some  of  those  things,  incidentally, 
are  within  my  arm’s  reach  right  now.  And  there 
are  so  many  other  places  to  satisfy  wanderlust,  so 
many  islands  yet  unvisited.  That’s  why  it  was  Maui 
last  time,  and  not  Kauai. 

It’s  a good  thing  Kauai  is  not  a jealous  mistress. 
In  dreams  and  reminiscences,  as  with  Mark  Twain 
a hundred  years  ago,  Kauai  still  reigns  supreme, 
and  is  atop  my  list  of  places  to  go  back  to.  But  as 
long  as  most  of  my  travel  time  is  medically  deter- 
mined (I  mean  through  business  and  CME),  she 
may  have  to  wait  a while  longer.  Then  again,  one 
never  knows  when  the  time  will  come  to  make  my 
travels  to  other,  more  perfect  worlds.  The  only 
thing  predictable  is  that  that  time  grows  closer 
each  year — in  fact,  each  day  and  hour. 

Aloha  nui  loa,  O Kauai,  a hui  hou  kakou. 

J.B.T. 


in  memoffom 


Howard  A.  Farrar,  age  75.  Died  November  6,  1986. 
Graduate  of  University  of  Tennessee  College  of  Med- 
icine. Member  of  Coffee  County  Medical  Society. 
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A Case  of  Wound  Botulism 


BOBBY  C.  HIGGS,  M.D. 


Introduction 

From  the  reports  in  the  literature,  wound  bot- 
ulism is  extremely  rare;  in  an  article  in  1973, 
Merson  and  Dowell  record  only  four  cases  re- 
ported in  the  United  States  prior  to  1971.  From 
the  Centers  of  Disease  Control  in  Atlanta  anoth- 
er five  cases  were  reported  over  the  next  one  and 
a half  years.1  In  1982  an  article  by  Keller  et  al2 
cites  only  21  cases  reported.  At  any  rate,  the 
numbers  are  few,  and  according  to  the  Tennes- 
see Department  of  Health  and  Environment,  this 
case  may  be  the  first  reported  in  our  state,3  and 
perhaps  one  of  the  first  from  the  South.1 

A review  of  this  case  and  brief  discussion  of 
wound  botulism  may  serve  to  alert  the  Tennes- 
see physician  to  the  seriousness  and  rapid  devel- 
opment of  symptoms  encountered  by  all  practi- 
tioners. 

Case  Report 

A 13-year-old  boy  came  to  the  office  on  May  23,  1985, 
complaining  of  weakness  and  dizziness,  difficulty  with  vision, 
specifically  double  vision,  and  difficulty  swallowing.  His  voice 
was  becoming  weaker,  and  speaking  was  increasingly  diffi- 
cult. Twenty-four  hours  earlier  he  had  headaches  and  accord- 
ing to  the  informant  he  was  sleeping  more  than  normal.  His 
temperature  was  not  taken,  but  he  “felt  warm”  according  to 
his  parents.  Because  of  these  symptoms,  he  was  admitted  to 
the  hospital  for  further  evaluation  and  observation. 

Approximately  eight  days  earlier,  the  patient  had  sus- 
tained a significant  crush  injury  to  the  right  foot  while  riding 
on  the  back  of  a piece  of  farm  machinery.  The  injury  re- 
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quired  12  sutures  after  thorough  irrigation  and  debridement 
in  the  Jackson-Madison  County  General  Hospital  emergency 
room;  tetanus  toxoid  was  administered.  On  the  day  of  admis- 
sion to  the  hospital,  he  was  reexamined  by  the  attending  sur- 
geon and  approximately  100  cc  of  serosanguineous  blood  was 
removed  from  the  injury  site;  it  was  sent  to  the  laboratory 
for  culture  and  sensitivity  studies. 

On  admission  the  white  blood  cell  count  was  20,900/cu 
mm,  with  89%  segmented  neutrophils,  1%  band  forms,  and 
10%  lymphocytes.  Platelets  were  normal,  and  urinalysis  was 
normal  with  a specific  gravity  of  1.030,  a pH  of  6,  and  0 to  3 
white  cells  per  high  power  field;  sugar,  protein,  blood  and 
ketones  were  negative. 

Approximately  four  hours  after  admission,  the  patient’s 
condition  had  deteriorated  significantly.  Cranial  nerve  abnor- 
malities were  increasing  quite  rapidly,  with  bilateral  ptosis, 
weakness  of  extraocular  movements,  slurred  and  difficult 
speech,  weak  voice,  double  vision,  significant  swallowing  im- 
pairment with  thick  mouth  secretions  and  a thick  tongue,  and 
there  was  obvious  extremity  muscle  weakness.  At  this  time, 
the  diagnosis  of  wound  botulism  was  entertained.  No  botulin- 
um  antitoxin  was  readily  available,  as  its  only  source  is  the 
CDC  in  Atlanta.  After  consultation  with  LeBonheur  Chil- 
dren’s Hospital  in  Memphis,  the  patient  was  transferred  there 
immediately  by  ambulance;  the  CDC  released,  by  air  ship- 
ment, the  necessary  polyvalent  botulinal  antitoxin. 

Respiratory  arrest  subsequently  followed  requiring  venti- 
latory assistance  for  approximately  seven  days.  On  May  24, 
1985,  surgical  debridement  was  carried  out  on  the  injured 
foot,  and  a pigskin  covering  was  placed  over  the  injury  site 
by  the  plastic  surgeon.  On  May  30,  the  plastic  surgery  de- 
partment did  an  extensive  procedure,  with  debridement  of 
the  right  foot,  heel,  and  ankle,  and  reconstruction  of  the  heel 
and  foot  area  were  performed  using  a latissimus  dorsi  micro- 
vascular  flap  and  a split  thickness  skin  graft. 

Samples  of  serum,  stool,  and  wound  exudate  were  sent  to 
the  Nashville  Reference  Laboratory  of  the  Tennessee  De- 
partment of  Health  and  Environment,  where  Clostridium 
botulinum  type  B toxin  was  found  by  mouse  assay  and  cul- 
ture from  the  exudate  samples;  toxin  assays  from  the  serum 
and  stool  were  negative.  The  serosanguineous  material  aspir- 
ated from  the  foot  on  the  day  of  admission  to  our  hospital 
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was  reported  as  positive  for  Enterobacler  cloacae,  alpha-he- 
molytic Streptococcus,  and  Clostridium  perfringens. 

The  patient  was  discharged  from  the  hospital  in  Memphis 
on  July  3,  1985,  and  has  been  seen  in  our  office  on  one  oc- 
casion, on  July  20,  1985,  with  an  upper  respiratory  infection. 
In  spite  of  the  seriousness  and  rarity  of  this  disease  and  the 
extensive  treatment  that  he  required,  he  has  shown  an  excel- 
lent recovery. 

Comment 

Wound  botulism  was  first  reported  in  the 
United  States  in  1951,  although  the  reported  case 
occurred  in  1943. 4 The  case  reports  now  total  31, 
with  our  case  being  the  first  reported  in  the  na- 
tion for  1985.  Little  is  written  in  the  literature 
concerning  wound  botulism,  although  clinically 
botulism  is  very  well  defined.  Four  types  of  bot- 
ulism are  now  recognized:  food-borne,  infant, 
wound,  and  unclassified. 

Food-borne  botulism  is  the  best  known  and  the 
most  common  type.  Numerous  outbreaks  have 
been  recorded  in  the  past,  and  symptoms  occur 
within  hours  of  toxin  ingestion.5  Within  12  to  36 
hours  gastrointestinal  symptoms  of  nausea,  vom- 
iting, abdominal  cramps,  and  distention  appear. 
Constipation  is  a common  complaint,  and  a few 
will  experience  diarrhea.  From  hours  to  days  la- 
ter, systemic  neurologic  symptoms  develop;  as 
they  closely  resemble  symptoms  of  other  types  of 
botulism,  they  will  be  discussed  under  wound 
botulism. 

Food-borne  botulism  often  involves  more  than 
one  individual,  occurring  in  outbreaks  in  which 
the  involved  persons  have  shared  a common  food. 
Apparently  the  sicker  persons  with  the  poorer 
prognosis  will  be  the  first  to  present  themselves 
to  the  physician,  and  will  have  ingested  the 
greater  amount  of  toxin.6  A high  index  of  suspi- 
cion is  important  in  making  the  diagnosis. 

Infant  botulism  was  first  reported  in  1976. 6 
Characteristically,  infants  from  1 to  6 months  old 
are  involved,  and  symptoms  are  most  often  feed- 
ing difficulty,  weakness,  constipation,  and  leth- 
argy that  develop  insidiously.  I have  had  one  case 
of  infant  botulism  in  which  the  diagnosis  was  sus- 
pected because  of  the  regression  of  develop- 
mental milestones.  Extreme  muscular  weakness, 
refusal  to  feed,  and  constipation  were  the  pre- 
senting symptoms  of  this  16-week-old  infant. 

Laboratory  data  suggest  infant  botulism  is 
caused  by  the  toxin  produced  in  the  gut  by  the 
ingested  organisms,  rather  than  through  the 
ingestion  of  preformed  toxin.  For  some  time  now, 
the  American  Academy  of  Pediatrics  has  advised 
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against  the  use  of  honey  for  infants  because  of 
the  possible  contamination  with  C.  botulinum  or- 
ganisms. 

Respiratory  insufficiency  and  arrest  may  occur 
in  infant  botulism,  and  the  diagnosis  requires 
close  observation  of  the  infants.  It  is  of  interest 
that  some  infants  dying  of  SIDS  have  had  C.  bot- 
ulinum cultured  from  the  stool  specimen.7  The 
peak  incidence  of  both  SIDS  and  infant  botulism 
closely  parallel  one  another  with  regards  to  age 
of  occurrence. 

Wound  botulism  is  an  extremely  serious  ill- 
ness that  can  result  in  death  if  not  diagnosed  and 
treated  appropriately.  Due  to  the  few  clinical  re- 
ports in  our  literature,  it  is  not  often  considered 
in  the  differential  diagnosis.  C.  botulinum  is  an 
anaerobic  spore-forming  Gram-positive  rod  found 
commonly  in  the  soil  and  water,  and  consequent- 
ly it  would  be  expected  to  be  a common  contam- 
inant of  many  wounds.8 

Typically,  wound  botulism  produces  a bulbar 
paralysis  and  descending  symmetrical  motor  pa- 
ralysis. The  highest  cranial  nerves  are  affected 
first,  and  diplopia  and  ophthalmoplegia  may  be 
the  first  symptoms.  Following  this  may  be  blurred 
vision,  dry  mouth,  dysarthria,  dysphagia,  ab- 
dominal symptoms,  and  ultimately  respiratory 
difficulty  with  failure.8 

Differential  Diagnosis 

It  is  of  the  utmost  importance  in  the  treatment 
of  wound  botulism  to  consider  it  in  the  differen- 
tial diagnosis,  which  also  includes  the  various 
neuromuscular  pathological  processes,  among 
them  Guillain-Barre  syndrome,  diphtheria, 
myasthenia  gravis,  tick  paralysis,  and  organo- 
phosphate  insecticide  poisoning.  Each  has  its  dis- 
tinctive clinical  features  and  must  be  considered 
in  a case  such  as  this. 

Guillain-Barre  syndrome  is  differentiated  by  an 
ascending  motor  paralysis,  abnormal  spinal  fluid 
findings,  parasthesias,  and  infrequent  cranial 
nerve  involvement.  Myasthenia  gravis  is  charac- 
terized by  an  abnormal  fatigability  of  the  skeletal 
muscle  and  responds  quickly  and  dramatically  to 
neostigmine. 

Two  not  uncommon  problems  in  pediatrics  are 
tick  paralysis  and  organophosphate  poisoning.  Tick 
paralysis  is  also  characteristically  an  ascending  flac- 
cid motor  paralysis,  which  rapidly  responds  to  the 
removal  of  the  offending  tick.  Organophosphate 
poisoning  causes  a more  generalized  effect  by  in- 
hibiting the  enzyme  cholinesterase  and  producing 
an  accumulation  of  acetylcholine.  Nicotinic  effects 
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produced  are  generalized  muscle  weakness,  easy 
fatigability,  muscle  twitchings,  tremors,  and  cramps. 
There  are  no  characteristic  changes  in  tendon  re- 
flexes, which  may  be  hypoactive,  hyperactive,  or 
normal. 

Muscarinic  effects  are  nausea,  vomiting,  ab- 
dominal cramps,  sweating  and  extensive  lacri- 
mation,  salivation,  dyspnea,  and  profuse  bron- 
chial secretions.  Atropine  produces  dramatic  and 
rapid  improvement  in  this  condition. 

Any  disease  or  injury  that  is  capable  of  affect- 
ing the  central  nervous  system  must  be  included 
in  the  differential  diagnosis,  and  the  textbooks 
may  be  consulted  for  a more  complete  listing. 

Treatment 

Immediate  attention  to  treatment  is  necessary 
for  survival.  From  the  previously  reported  cases, 
the  role  of  antibiotic  therapy  is  rather  unclear.  It 
did  not  prevent  the  development  of  wound  bot- 
ulism, but  Kelley7  recommends  antimicrobial 
therapy  in  all  patients  because  of  the  opportunity 
it  provides  to  eliminate  C.  botulinum  organisms 
from  the  gut  or  wound,  which  cannot  be  elimi- 
nated by  other  means.  Pencillin  derivatives  are 
preferred. 

Guanidine  hydrochloride  therapy  is  men- 
tioned in  several  of  the  reports  but  its  use  is  not 
demonstrated  to  be  efficacious.  Aminoglycosides 


should  not  be  used  because  of  the  recent  reports 
with  infant  botulism  suggesting  that  they  worsen 
the  neuromuscular  weakness.2  7 

For  the  most  part,  supportive  care  is  the  most 
important  aspect  of  treatment  for  a successful 
outcome.  Monitoring  of  vital  signs  will  dictate  the 
need  for  respiratory  assistance.7  Specific  antibot- 
ulinum  therapy  is  indicated  in  symptomatic  pa- 
tients; the  botulinum  antitoxin  can  be  obtained 
from  the  CDC  in  Atlanta. 

Our  patient  had  a good  recovery,  although  a 
long  and  involved  hospital  stay  with  surgery  and 
ventilatory  assistance  was  necessary.  His  is  an  in- 
teresting and  unusual  case,  perhaps  the  first  re- 
ported case  of  botulism  in  the  state  of  Tennes- 
see, and  we  present  it  simply  to  increase  the 
awareness  of  the  disease  diagnosis.  r S 
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Suppurative  Aortitis 


GEORGE  W.  HOLCOMB,  III,  M.D.  and  BRUCE  M.  SMITH,  M.D. 


The  spectrum  of  arterial  infection  includes  end- 
arteritis, the  colonization  and  infection  of  aortic 
aneurysms,  invasive  arterial  wall  infections,  and 
the  infections  of  prosthetic  grafts.  In  the  absence 
of  prosthetic  material,  preexisting  mural  damage 
at  the  time  of  bacterial  exposure  appears  neces- 
sary for  the  establishment  of  clinically  important 
arterial  infections,  and  these  resultant  transmural 
infections  of  the  arterial  wall  only  rarely  have 
been  recognized  in  time  for  successful  manage- 
ment. We  describe  four  cases  of  suppurative  aor- 
titis treated  at  Vanderbilt  University  Medical 
Center,  review  nine  previously  reported  cases, 
and  propose  guidelines  for  the  treatment  of  these 
infections. 

Case  Reports 

Patient  1.  An  anephric  52-year-old  white  man  who  had 
been  receiving  hemodialysis  three  times  a week  for  the  past 
14  years  underwent  bilateral  nephrectomy  in  1969  for  end- 
stage  renal  disease  of  unknown  etiology;  four  subsequent  renal 
homografts  failed.  Chronic  osteomyelitis  of  his  left  hip  had 
been  treated  with  weekly  intramuscular  injections  of  vanco- 
mycin for  the  three  years  prior  to  his  admission.  He  came  to 
the  Nashville  Veterans  Administration  Medical  Center  in 
January  1983  complaining  of  severe  abdominal  and  back  pain, 
chills,  and  malaise,  and  had  vomited  on  several  occasions  in 
the  24  hours  prior  to  his  admission. 

When  seen  initially,  he  was  observed  to  be  weak  and  rig- 
orous, with  darkly  pigmented  skin.  His  temperature  was 
96.6°F,  his  pulse  was  96/min,  blood  pressure  132/90  mm  Hg, 
and  respiratory  rate  16/min.  Cardiac  examination  was  nor- 
mal. His  abdomen  was  nontender,  slightly  distended  and 
tympanitic,  no  abdominal  masses  were  palpable,  bowel  sounds 
were  active,  and  abdominal  bruits  were  absent.  An  unin- 
flamed external  dialysis  shunt  was  noted  in  his  left  leg.  Pain 
limited  the  movement  of  his  left  hip.  The  admission  hemat- 
ocrit was  28%  and  the  leukocyte  count  was  5,500/cu  mm, 
with  78%  segmented  neutrophils,  15%  lymphocytes  and  5% 
monocytes.  Serum  electrolytes  were  normal,  blood  urea  ni- 
trogen was  100  mg/dl,  and  creatinine  10.3  mg/dl.  Marked  cal- 
cification in  his  thoracic  and  abdominal  aorta  and  in  abdom- 
inal aortic  branches  was  noted  on  chest  and  abdominal 
radiographs  (Fig.  1).  On  the  third  hospital  day  his  fever  rose 
to  103°F  following  hemodialysis,  and  treatment  with  tobra- 
mycin intravenous  (IV)  was  begun;  febrile  episodes  contin- 
ued over  the  next  five  days.  Blood  cultures  grew  Escherichia 
coli , sensitive  to  tobramycin.  A radionuclide  biliary  scan  and 
abdominal  ultrasound  were  normal.  On  the  11th  hospital  day 


From  the  Department  of  Surgery,  Baptist  Hospital,  Nashville. 
Reprint  requests  to  2011  Church  St.,  Suite  404,  Nashville,  TN  37203 
(Dr.  Smith). 
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he  underwent  abdominal  computed  tomographic  (CT)  scan, 
which  demonstrated  a periaortic  mass  immediately  below  the 
diaphragmatic  hiatus  (Fig.  2).  His  hematocrit  had  fallen  to 
21%  from  25%  two  days  previously. 

Emergency  abdominal  aortography  demonstrated  diffuse 
atherosclerotic  disease  with  deformity  of  the  right  posterola- 
teral surface  of  the  aorta  (Fig.  3).  Exploratory  laparotomy 
through  a left  thoracoabdominal  incision  exposed  a periaortic 
abscess  and  hematoma  cephalad  to  the  celiac  trunk  adjacent 
to  a 1.5-cm  diverticulum  of  the  posterior  aortic  wall.  There 
was  no  evidence  of  circumferential  aneurysmal  dilatation,  and 
no  active  bleeding  was  seen.  Aerobic  and  anaerobic  cultures 
were  taken  and  Gram  stain  of  the  purulent  material  demon- 
strated Gram-negative  rods.  The  abdomen  and  chest  were 
temporarily  closed,  and  a left  axillo-bifemoral  bypass  was 
performed  with  a 6-mm  expended  polytetrafluoroethylene 
(PTFE)  graft.  Following  completion  of  this  procedure,  the 
aorta  was  reexposed  and  clamped  above  and  below  the  di- 
verticulum. The  aorta  was  opened  and  demonstrated 
plaquing  and  irregularity  on  its  posterior  surface  at  what  was 
presumed  to  be  the  site  of  leakage.  This  segment  of  the  aor- 
ta, which  was  extremely  friable,  was  excised  and  sent  for  his- 
tologic examination  and  culture.  An  excellent  pulse  in  the 
distal  aortic  stump  was  transmitted  retrograde  from  the  axil- 
lo-bifemoral bypass.  The  proximal  and  distal  aorta  were  ov- 
ersewn and  a silastic  suction  catheter  was  placed  within  the 
abscess  cavity. 

Postoperatively,  the  periaortic  collection  and  aortic  wall 
cultures  grew  E.  coli  and  the  patient  was  treated  with  clin- 
damycin and  tobramycin.  Histologic  sections  showed  trans- 
mural inflammation  and  hemorrhage.  Because  of  persistent 
acidosis  and  suspected  bowel  ischemia  the  patient  was  re- 
turned to  the  operating  room  the  first  postoperative  day,  but 
his  bowel  was  normal,  and  it  appeared  that  the  acidosis  was 
the  result  of  continued  sepsis  and  marginal  perfusion  of  his 
lower  extremities.  A supplemental  right  axillo-femoral  bypass 
with  PTFE  was  performed,  and  a peritoneal  dialysis  catheter 
was  inserted  because  his  dialysis  shunt  had  clotted.  His  con- 
dition did  not  improve,  and  after  becoming  increasingly  aci- 
dotic  and  hypotensive,  he  died  on  the  fifth  postoperative  day. 
Postmortem  examination  was  not  allowed. 

Comment:  The  patient's  poor  peripheral  perfusion  pre- 
sumably was  based  on  continued  sepsis,  since  core  perfusion, 
as  indicated  by  viable  bowel,  appeared  adequate.  A 6-mm 
graft  was  chosen  because  of  the  patient’s  small  arteries.  We 
cannot  determine  whether  the  involved  area  of  aorta  would 
have  produced  free  rupture  or  whether  an  in-situ  graft  would 
have  altered  the  patient’s  course. 

Patient  2.  A 77-year-old  white  man  had  undergone  left 
hemiglossectomy  and  radical  neck  dissection  in  1957  for 
squamous  cell  carcinoma  of  the  floor  of  the  mouth.  Although 
he  had  cervical  nodal  metastases  at  that  time,  he  was  without 
clinical  recurrence  when  admitted  to  Vanderbilt  Hospital 
complaining  of  abdominal  pain,  constipation,  and  intermit- 
tent diarrhea  for  three  weeks  in  December  1964.  He  had  not- 
ed increasing  abdominal  distention  for  the  past  week.  When 
seen  initially,  his  temperature  was  98.6°F,  his  pulse  was  84/ 
min,  blood  pressure  210/90  mm  Hg,  and  respiratory  rate  20/ 
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Figure  1.  (A)  Chest  radiograph  in  patient  1 demonstrates  calcification  (arrows)  and  tortuosity  of  the  thoracic  and  abdominal  aorta.  (B)  Supine 
abdominal  radiograph  demonstrates  marked  calcification  of  the  aorta  and  visceral  vessels  (arrows). 


Figure  2.  Abdominal  CT  scan  in  patient  1 demonstrating  a large  per- 
iaortic mass  (asterisk)  just  below  the  esophageal  hiatus.  No  evidence 
of  aneurysmal  disease  is  seen  in  the  aorta. 


min,  and  there  was  no  evidence  of  tumor.  Cardiac  examina- 
tion was  normal,  and  his  lungs  were  clear.  His  abdomen  was 
soft  but  distended,  with  a few  high-pitched  bowel  sounds.  No 
organomegaly  or  masses  were  present. 

Admission  hematocrit  was  45%,  and  his  leukocyte  count 
was  17.000/cu  mm.  with  85%  segmented  neutrophils.  Serum 
electrolytes  were  normal,  BUN  was  67  mg/dl.  and  urinalysis 
was  unremarkable.  An  electrocardiogram  suggested  left  ven- 
tricular hypertrophy.  A chest  radiograph  was  normal,  but 
cholelithiasis  was  present  on  abdominal  radiographs,  and  on 
upper  gastrointestinal  (GI)  series  a 6-cm  stricture  suggestive 
of  carcinoma  was  noted  in  the  third  portion  of  the  duoden- 


Figure  3.  Abdominal  aortogram  in  patient  1 at  the  level  of  the  celiac 
axis  and  superior  mesenteric  artery  demonstrates  an  irregularity  of 
the  right  posterolateral  wall  of  the  aorta  superior  to  the  origin  of  the 
celiac  axis  (arrow). 


um.  After  this  condition  deteriorated  markedly,  with  pro- 
tracted vomiting,  increasing  abdominal  distention,  and  a fall- 
ing hematocrit,  and  he  died  shortly  thereafter.  Postmortem 
examination  revealed  2 liters  of  blood  in  the  abdominal  cav- 
ity; the  anterior  aortic  wall  2 cm  below  the  renal  arteries  was 
necrotic,  and  an  extensive  hematoma  encircled  the  third  por- 
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tion  of  the  duodenum.  There  was  no  evidence  of  duodenal 
tumor.  Histologic  examination  demonstrated  moderate  ath- 
erosclerotic changes  in  the  aorta,  and  acute  and  chronic  in- 
flammatory reaction  in  the  aortic  wall  (Fig.  4).  Gram  stains 
demonstrated  Gram-positive  cocci  in  the  aortic  wall.  Post- 
mortem cultures  grew  enterococcus,  and  acute  bronchitis  was 
also  discovered  with  similar  organisms  on  Gram  stains  and 
culture.  There  was  no  evidence  of  recurrent  carcinoma. 

Comment:  Retroperitoneal  hematoma  mimicked  duoden- 
al carcinoma  in  this  patient.  The  presumed  source  of  aortic 
infection  was  the  tracheobronchial  tree. 

Patient  3.  A 23-year-old  white  woman  with  a known  pat- 
ent ductus  arteriosus  was  admitted  to  Vanderbilt  Hospital  in 
November  1973  complaining  of  cough,  headaches,  coryza,  and 
fever  one  week  after  receiving  a flu  shot.  Her  temperature 
was  104°F,  her  pulse  was  150/min,  respiratory  rate  30/min, 
and  blood  pressure  200/70  mm  Hg.  A sinus  tachycardia  was 
present  with  a grade  4/6  machinery  murmur  heard  in  the  left 
second  and  third  intercostal  spaces.  A grade  2/6  systolic  mur- 
mur was  heard  over  the  precordium,  radiating  into  the  ca- 
rotid arteries.  Femoral  and  pedal  pulses  were  diminished  and 
delayed  relative  to  the  radial  pulses. 

The  admission  hematocrit  was  30.4%.  A leukocyte  count 
was  10,500/cu  mm,  with  76%  segmented  and  16%  juvenile 
neutrophils.  Serum  electrolytes  were  normal  and  the  urine 
contained  8 to  10  white  blood  cells  and  3+  bacteria  per  high 
powered  field.  Chest  radiographs  and  electrocardiogram 
demonstrated  left  ventricular  hypertrophy.  Blood  and  urine 
cultures  grew  a coagulase  negative  Staphylococcus  and  sub- 
acute bacterial  endocarditis  was  diagnosed.  Intravenous  ce- 
fazolin  was  administered  and  her  clinical  condition  improved. 

On  her  tenth  hospital  day,  cardiac  catheterization  and 
aortography  demonstrated  a patent  ductus  arteriosus  and 
postductal  coarctation  of  the  aorta.  There  was  no  evidence  of 
aortic  aneurysmal  dilatation.  On  her  17th  hospital  day  she 
began  to  vomit  bright  red  blood  and  suffered  a cardiac  arrest. 
After  she  was  resuscitated  she  was  taken  immediately  to  the 
operating  room,  where  through  a left  thoracotomy  the  pos- 
teromedial portion  of  her  descending  aorta  was  found  re- 
placed by  a large  false  aneurysm  extending  into  her  medias- 
tinum and  esophagus.  After  securing  proximal  and  distal 
control  of  her  aorta,  the  ductus  was  divided  and  the  pulmo- 
nary arterial  side  was  ligated.  After  the  diseased  aorta  was 
debrided,  a 20-mm  woven  dacron  prosthesis  was  implanted. 
Histologic  sections  of  the  resected  tissue  showed  marked  acute 
and  chronic  inflammatory  changes.  No  organisms  were  seen 
on  histologic  sections  of  her  aorta,  but  culture  of  aortic  wall 
grew  coagulase  negative  Staphylococcus. 

She  was  discharged  six  weeks  after  her  operation  after  a 
smooth  postoperative  period.  She  had  received  six  weeks  of 
IV  cefazolin,  and  four  blood  cultures  were  negative  on  dis- 
charge. Thirteen  years  postoperatively  she  is  alive  and  well, 
and  is  being  followed  at  six-month  intervals. 

Comment:  In  selected  circumstances,  in  the  absence  of  a 
preexisting  prosthesis  or  gross  purulence,  in-situ  reconstruc- 
tion of  the  infected  aorta  appears  to  be  appropriate.  A pros- 
thetic graft  was,  in  fact,  the  only  practical  option  available 
for  this  patient  because  of  the  extensive  aortic  defect  and  the 
need  to  debride  the  grossly  abnormal  aortic  wall.  The  pre- 
sumed site  of  infection  was  thought  to  be  the  urinary  tract. 

Patient  4.  Eight  days  after  admission  to  the  Middle  Ten- 
nessee Tuberculosis  Hospital  in  1969  for  miliary  tuberculosis, 
this  68-year-old  man  began  to  have  hematemesis  and  melena 
requiring  nine  units  of  blood.  At  emergency  laparotomy  a 10- 
cm  unruptured  abdominal  aortic  aneurysm  was  found  to  have 
eroded  into  the  posterior  wall  of  the  duodenum.  Because  the 
hospital  did  not  have  the  facilities  for  definitive  repair,  fol- 
lowing control  of  hemorrhage  and  closure  of  the  duodenum, 
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Figure  4.  Histologic  examination  of  the  aortic  wall  in  patient  2 dem- 
onstrates moderate  atherosclerosis  without  aneurysm  formation.  Acute 
and  chronic  inflammatory  reaction  extends  along  the  periadventitial 
layer  of  the  aorta  and  into  the  adjacent  connective  tissue  (XI 00). 


the  patient  was  transferred  to  Vanderbilt  Hospital  still  under 
anesthesia. 

Upon  arrival,  his  blood  pressure  was  130/70  mm  Hg  and 
pulse  104/min.  He  was  taken  to  the  operating  room  where 
the  aneurysm  was  noted  to  originate  1 cm  below  the  renal 
arteries  and  to  involve  the  iliac  vessels.  The  diseased  aorta 
and  iliac  arteries  were  excised  and  replaced  by  a dacron  bi- 
iliac  graft.  The  previous  closure  of  the  duodenum  was  rein- 
forced with  a layer  of  4-0  silk  Lembert  sutures. 

His  postoperative  course  was  complicated  by  high  output 
renal  failure,  and  he  required  chronic  ventilatory  assistance. 
Twelve  days  postoperatively  necrosis  of  his  left  colon  neces- 
sitated colectomy  and  transverse  colostomy.  He  remained 
unresponsive  postoperatively,  and  his  condition  gradually  de- 
teriorated, with  E.  coli  septicemia,  anemia,  and  hypotension. 

He  died  on  the  20th  hospital  day. 

Cultures  of  his  sputum  Subsequently  were  positive  for 
Mycobacterium  tuberculosis,  and  histologic  examination  of  his 
abdominal  aorta  demonstrated  extensive  caseous  necrosis  of 
the  adventitia  and  media.  Many  granulomata  with  acid-fast 
organisms  were  found  along  with  extensive  endarteritis  obli- 
terans of  the  vasa  vasorum.  There  was  moderate  atheroscle- 
rosis present. 

Comment:  In  spite  of  the  current  controversy  and  good 
results  with  in-situ  grafting  of  spontaneous  atherosclerotic 
aorto-duodenal  fistulae,  in  retrospect,  placement  of  an  extra-  i ( 
corporeal  bypass  and  suspecting  and  treating  the  tuberculous 
aortitis  with  specific  antimicrobial  agents  might  have  altered 
the  patient’s  course. 

■ ' 
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Collected  Series 

Thirteen  patients,  including  those  in  our  se- 
ries, have  been  documented  as  having  invasive 
infections  of  the  aorta1-7  (Table  1).  Seven  have 
been  male  and  six  female,  with  a mean  age  of 
62.6  years  (range  23  to  77  years).  Ten  of  the  13 
patients  were  60  years  old  or  older.  Six  of  the 
patients  (46%)  died  prior  to  operation,  three 
(23%)  died  postoperatively,  and  four  (31%)  have 
survived  9 months  to  12  years;  one  surviving  pa- 
tient died  20  months  postoperatively  of  carci- 
noma of  the  lung.  Of  the  nine  previously  report- 
ed cases,  eight  aortic  cultures  (89%)  grew 
Salmonella,  suggesting  seeding  from  the  gas- 
trointestinal tract.  In  contrast,  a variety  of  sources 
are  implicated  by  the  spectrum  of  organisms 
found  in  our  series. 


Discussion 

Intact  endothelium  is  extremely  resistant  to 
colonization  or  infection  during  periods  of  bac- 
teremia from  either  naturally  acquired  or  iatro- 
genic infections.1-8-12  The  development  of  invasive 
intramural  arterial  infection  following  bacter- 
emia, therefore,  appears  to  require  facultative 
injury  to  the  endothelium  or  vessel  wall  from 
atherosclerosis,  accidental  or  surgical  trauma,  or 
congenital  defects.12  Each  of  the  patients  in  our 
series  had  such  an  abnormality,  which  provided 
a fertile  culture  medium  for  invasive  infection 
following  bacteremia. 

The  damaged  artery  may  become  infected 
through  a variety  of  routes.  In  addition  to  bac- 
teremic  seeding  of  plaques  and  aneurysms  (prob- 
ably the  most  important  mechanism  of  end- 


TABLE  1 

COLLECTED  SERIES:  SUPPURATIVE  AORTIC  INFECTIONS 


Patient 

Age/Sex 

Site 

Organism 

Vanderbilt  Series 

No.  1 

52/M 

Supra-celiac 

aorta 

Escherichia  coli 

No.  2 

77/M 

Infrarenal  aorta 

Enterococcus 

No.  3 

23/ F 

Patent  ductus 
arteriosus 

Coag.  neg.  Staphylococcus 

No.  4 

68/M 

Infrarenal  aorta 

Mycobacterium  tuberculosis, 
E.  coli 

Collected  Series 

No.  51 

67/F 

Infrarenal  aorta 

Salmonella  typhimurium 

No.  62 

60/F 

Infrarenal  aorta 

S.  cholerasuis 

No.  73 

74/M 

Infrarenal  aorta 

S.  newport 

No.  83 

75/F 

Infrarenal  aorta 

S.  typhimurium 

No.  94 

67/F 

Infrarenal  aorta 

S.  typhimurium 

No.  105 

52/M 

Infrarenal  aorta 

S.  cholerasuis 

No.  II6 

73/M 

Infrarenal  aorta 

Arizona  hinshawii 

No.  127 

65/ F 

Infrarenal  aorta 

Beta-hemolytic 

Streptococcus 

No.  137 

61/M 

Infrarenal  aorta 

S.  enteritidis 

Pathology 

Operation 

Outcome 

(follow-up) 

Atherosclerotic 

Debridement, 

Died 

aorta  with  inflammation 

axillo-bifemoral 

and  periaortic  abscess 

bypass 

Atherosclerotic  aorta 
with  acute  and  chronic 
inflammatory  changes 

None 

Died 

Acute  and  chronic 

Debridement, 

Survived 

inflammation 

in-situ  bypass 

(living  after  13  years) 

Caseous  necrosis 

Debridement, 
in-situ  aorto- 
bi-iliac  graft 

Died 

Suppurative  aortitis 

Emergency 

laparotomy 

Died 

Suppurative  aortitis 

None 

Died 

Lumbar  osteomyelitis 
with  extension  into  aorta 

None 

Died 

Ruptured  aorta," 
colitis 

None 

Died 

Aortic  wall  abscess 
with  rupture 

None 

Died 

Suppurative  aortitis  with 

Debridement, 

Survived 

rupture 

in-situ  bypass 

(living  after  4 months) 

Microabscesses 

Debridement, 

Survived 

in  aortic  wall 

extra-anatomic 

bypass 

(living  after  9 months) 

Septic  necrosis  of 

Emergency 

Died 

aortic  wall 

laparotomy 

Aortitis  with  transmural 

Debridement 

Survived 

organisms 

without 

(living  after  20 

revascularization 

months) 
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arterial  infection)  invasive  intramural  infection  of 
the  arterial  wall  may  also  occur  from  bacteria- 
laden  emboli  or  from  endothelial  vegetations 
which  impinge  upon,  damage,  and  subsequently 
invade  the  normal  arterial  wall.1314  Additionally, 
syphilitic  aortitis  is  a rare  but  classic  example  of 
vessel  wall  invasion  via  the  vasa  vasorum  causing 
inflammatory  destruction  of  the  media.12  While 
more  common  pathogens  might  theoretically  in- 
vade the  arterial  wall  via  this  route  (patient  4),  it 
has  not  been  possible  to  document  this  as  an  im- 
portant mechanism  clinically.  Arterial  infections 
may  also  occur  as  an  extension  of  a contiguous 
infectious  process,  either  directly  or  through  per- 
ivascular lymphatics  or  adjacent  lymph  nodes,15 
and  intra-arterial  injection  of  illicit  drugs  likewise 
may  result  in  the  infection  of  a pseudoaneurysm. 

The  presence  or  absence  of  sepsis  that  might 
indicate  invasive  infection  should  determine  the 
management  of  the  patient  in  whom  aortic  infec- 
tion is  suspected.  Colonization  of  aortic  endothe- 
lium without  mural  invasion  is  usually  suspected 
during  elective  aneurysmectomy,  and  standard 
prosthetic  grafting  appears  to  be  acceptable  man- 
agement.7 Radically  different  management  is  in- 
dicated, however,  in  the  presence  of  transmural 
infection  suggested  by  fever,  leukocytosis,  or 
positive  blood  cultures,  or  where  periarterial 
suppuration  is  encountered  at  operation.  These 
patients  should  be  managed  by  debridement  of 
all  infected  tissue  and  extra-anatomic  bypass.  In 
contrast  to  the  asymptomatic  group,  these  pa- 
tients have  an  extremely  poor  prognosis.16-17 

The  diagnosis  of  aortic  infection  is  often  diffi- 
cult, and  delay  in  diagnosis  contributed  to  the 
unsatisfactory  results  in  our  series.  An  athero- 
sclerotic abdominal  aorta  is  only  rarely  consid- 
ered a source  of  positive  blood  cultures,  but  fe- 
ver in  the  presence  of  an  aneurysm  should  raise 
the  index  of  suspicion  of  true  arterial  infection 
and  suggest  the  possible  need  for  an  unconven- 
tional operative  procedure.17  Jarrett  et  al18  noted 
that  early  diagnosis  and  intervention  played  a 
major  part  in  survival  of  their  patients  with  in- 
fected abdominal  aneurysms.  Six  of  seven  pa- 
tients in  whom  the  diagnosis  of  infected  aortic 
aneurysm  was  made  on  admission  survived, 
whereas  only  one  patient  survived  among  nine 
admitted  with  the  diagnosis  unclear;  three  of 


those  died  without  the  correct  diagnosis  having 
been  made. 

Preoperative  diagnostic  studies  such  as  aortog- 
raphy may  document  aneurysm  formation,  but 
rarely  give  any  indication  of  potential  arterial  in- 
fection. Cooke  and  Ehrenfeld19  have  described  an 
infected  “unusual,  lobulated,  saccular  aneu- 
rysm,” clearly  different  from  the  usual  athero- 
sclerotic aneurysm.  Miller  et  al20  have  described 
a similar  appearance  of  the  aorta  in  an  aneurysm 
infected  with  Histoplasma  capsulatum.  In  the  fe- 
brile patient  this  radiographic  picture  may  be 
helpful  in  the  diagnosis  of  suppurative  aortitis. 
CT  scanning  of  the  abdominal  aorta  may  dem- 
onstrate small  pockets  of  gas  in  infected  clots 
around  the  prosthetic  grafts,  which  can  be  differ- 
entiated from  those  normally  found  within  bow- 
el.21 Radionuclide-labeled  leukocytes  have  also 
been  shown  to  outline  paraprosthetic  aortic  graft 
infections;  this  might  logically  be  extended  to 
suppurative  aortitis  or  infected  aneurysms.22 
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Special  Communication 


Nine-Year  Cough  Aborted  by  TENS 

CARL  ROGERS,  M.D. 


All  17  of  her  physicians,  including  several 
Nashville  specialists  and  those  involved  in  a four- 
day  workup  at  the  Mayo  Clinic,  agree  that  her 
symptom  must  surely  be  on  an  allergic  basis.  This 
opinion  prevails  in  spite  of  a completely  negative 
allergy  workup,  including  the  routine  allergens, 
RAST  testing,  and  Mecholyl  levels  for  asthma, 
plus  an  otherwise  negative  allergy  history.  Not  a 
single  skin  test  showed  the  least  bit  of  reaction. 

She  is  a 34-year-old  housewife,  mother,  and 
schoolteacher.  For  the  past  nine  years  she  has 
developed  a cough  on  October  1.  It  lasts  until 
February  15,  when  it  clears  as  rapidly  as  it  start- 
ed. The  other  eight  and  one-half  months  are  free 
of  cough. 

She  has  two  or  three  days  of  progressive  chest 
tightness  preceding  its  onset  enabling  her  to  pre- 
dict that  the  cough  is  on  its  way.  The  cough  is 
nonproductive  and  very  persistent,  lasting  24 
hours  a day  for  three  and  a half  months.  It  starts 
at  the  upper  tracheal  level.  There  is  no  increase 
in  nasal  or  postnasal  drainage  and  there  is  no 
conjunctivitis  or  tearing.  There  is  no  wheezing, 
but  later  in  the  day  she  may  have  a tightness  in 
the  chest.  It  is  aggravated  by  prolonged  talking 
and  by  lying  down.  She  has  to  sleep  in  a recliner. 
It  is  also  aggravated  by  an  environment  that  is 
too  hot  for  her.  She  has  to  do  a lot  of  her  teach- 
ing standing  in  the  open  outside  door  of  her 
classroom. 

She  has  had  repeated  x-rays,  laryngoscopy, 
bronchoscopy,  two  CT  scans,  thyroid  studies,  a 
GI  series  with  barium  swallows,  EKGs,  and  car- 
diac studies,  in  addition  to  allergy  workups.  Psy- 
chosomatic and  biofeedback  studies  have  not 
been  done. 

She  has  been  treated  with  numerous  antibiot- 
ics, including  sulfa  drugs,  even  though  she  does 
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not  have  fever  and  chills.  She  has  taken  practi- 
cally every  antihistamine  preparation  and  anti- 
tussive,  including  codeine  and  hydrocodone.  In- 
tal.  Vancenase,  Proventil,  Nasalide  and  Azmacort 
inhalers  have  not  provided  relief,  even  with  pro- 
longed use. 

This  year  she  had  a fair  remission  for  about 
seven  days  while  on  a ten-day  course  of  predni- 
sone in  a dosage  of  10  mg  four  times  a day.  This 
had  to  be  discontinued  because  of  severe  weak- 
ness, anorexia,  nausea  and  vomiting,  facial  ede- 
ma, and  emotional  and  mild  mental  changes.  This 
response  to  large  doses  of  steroid  did,  however, 
serve  to  strengthen  the  belief  that  an  allergy  was 
involved. 

Two  years  ago  she  was  put  on  a saturated  so- 
lution of  potassium  iodide  on  the  chance  that  she 
just  might  have  thyroid  pressure  on  the  trachea; 
this  gave  no  relief.  A course  of  indomethacin 
(Indocin)  had  to  be  discontinued  because  of 
vomiting. 

So  much  for  what  has  been  done  during  the 
past  nine  years. 

One  week  ago  as  I watched  the  nurse  place  a 
transcutaneous  electronic  neural  stimulation 
(TENS)  unit  on  an  abdominal  wound  of  another 
patient,  it  suddenly  came  to  mind  that  if  this  unit 
can  inhibit  or  block  the  pain  impulses  from 
reaching  the  brain,  perhaps  it  could  do  the  same 
for  cough  impulses.  So  a TENS  unit  and  elec- 
trodes were  applied  to  the  cough  patient.  In- 
structions with  the  unit  caution  against  applying 
the  electrodes  over  the  neck  because  of  the  pos- 
sibility of  pharyngeal  and  laryngeal  spasm,  but 
since  her  cough  starts  just  below  the  larynx  the 
electrodes  were  applied  over  that  area.  She  was 
monitored  closely  as  the  intensity  was  increased, 
but  she  had  no  trouble.  She  was  cautioned  to  be 
aware  of  the  possibilities,  and  was  instructed  as 
to  what  to  do  should  any  swallowing  or  breathing 
problems  develop. 
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The  TENS  unit  should  not  be  used  over  the 
carotid  sinus  or  in  patients  with  demand  pace- 
makers. Other  contraindications  are  not  men- 
tioned in  the  available  literature. 

For  the  first  few  hours  the  patient  could  not 
tell  much  difference,  but  after  five  or  six  hours 
she  noticed  that  the  urge  to  cough  was  subsiding 
a great  deal.  For  the  first  time  (except  when  on 
the  high  dosage  of  steroid)  she  was  able  to  sleep 
all  night  lying  flat  without  the  cough.  The  next 
day  three  different  fellow  teachers  asked,  “What 
has  happened  to  your  cough?” 

For  the  past  week  she  has  been  relatively  free 
of  cough  with  the  unit  on  fairly  low  voltage.  While 
changing  the  electrodes  the  cough  starts  up  again 
but  in  two  or  three  minutes  after  new  electrodes 
the  cough  disappears.  She  now  sleeps  lying  flat, 
talks  as  much  as  she  desires,  and  tolerates  heat 


better.  The  nausea  has  cleared  up,  probably  due 
to  no  medication  as  much  as  anything.  Her  mood 
is  better  and  she  is  functioning  normally  again. 

According  to  the  manufacturers  there  are  no 
ill  effects  from  prolonged  usage  of  TENS  for  pain, 
so  presumably  there  would  also  be  none  for 
cough.  She  is  being  monitored  closely  for  any 
possible  ill  effects. 

Certainly  a series  of  cases  will  be  needed  be- 
fore the  TENS  unit  can  be  added  to  the  arma- 
mentarium for  cough  control.  It  may  be  found 
useful  in  controlling  persistent  coughs  in  lung 
conditions  such  as  neoplastic  disease,  where  lim- 
iting the  cough  would  not  have  any  ill  effects. 

The  purpose  of  this  report  at  this  time  is  to 
suggest  this  possible  use  for  the  TENS  unit  to 
other  physicians  and  therapists  where  cough  con- 
trol is  difficult.  r . ^ 


HELP  FOR  IMPAIRED  PHYSICIANS 


Through  its  Committee  on  Impaired  Physicians,  TMA  helps  doctors  who  are  suffer- 
ing from  alcoholism  and  drug  addiction.  The  thrust  of  the  program  is  rehabilitative, 
not  punitive.  The  Committee  is  composed  of  physicians  who  have  special  expertise 
in  these  areas,  some  from  personal  experience.  Effective  treatment  for  these  illnesses 
is  achieved  most  easily  when  the  disease  is  detected  early  and  family,  friends,  and 
associates  are  urged  to  avoid  misguided  sympathy  which  enables  the  condition  to 
deteriorate. 

HELP  US  TO  HELP 

Call  the  TMA  Impaired  Physician  Program  (615)  327-2711;  outside  Nashville  call 
collect.  Phone  service  available  around  the  clock. 
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AM  A 1986  Interim  Meeting  Report 


The  Fifth  Pathway 


Background 

The  Council  issued  its  first  policy  statement  on  the 
Fifth  Pathway  in  1971.  Modifications  of  the  statement 
were  made  in  1973,  1975,  and  1979.  The  1979  policy 
statement,  which  is  quoted  below,  describes  the  five 
possible  routes  for  foreign  medical  students  and  grad- 
uates who  wish  to  enter  the  American  graduate  medi- 
cal education  system,  and  sets  forth  the  requirements 
for  a Fifth  Pathway  program. 

A.  The  Entry  Routes 

1.  Admission  with  advanced  standing  to  American 
medical  schools. 

2.  Certification  by  the  Educational  Commission  for 
Foreign  Medical  Graduates  (ECFMG)  on  the 
basis  of  satisfying  the  ECFMG  educational  re- 
quirements, as  well  as  passing  the  ECFMG  ex- 
amination. 

3.  Obtaining  a full  and  unrestricted  license  to 
practice  medicine,  issued  by  a state  or  other 
U.S.  jurisdiction  authorized  to  license  physi- 
cians. 

4.  In  the  case  of  U.S.  citizens,  successfully  passing 
the  complete  licensure  examination  in  any  state 
or  other  licensing  jurisdiction  in  which  the  law 
or  regulations  provide  that  a full  and  unrestrict- 
ed license  to  practice  medicine  in  that  state  or 
jurisdiction  will  be  issued  to  the  physician  after 
satisfactory  completion  of  his  internship  or  res- 
idency in  that  state,  without  further  examina- 
tion. To  be  eligible  for  this  route,  the  foreign 
medical  graduate  must  have  completed  all  edu- 
cational requirements  that  would  make  him  el- 
igible for  ECFMG  certification  should  he  choose 
to  apply. 

5.  Completion  of  the  “Fifth  Pathway”  as  de- 
scribed in  the  statement  below. 

B.  The  Fifth  Pathway  Statement 

1.  A new  pathway  for  entrance  to  approved  pro- 
grams of  graduate  medical  education,  other  than 
those  existing  under  previous  policies,  became 
available  as  of  July  1,  1971,  for  students  who 
have  fulfilled  the  following  conditions:  (a)  have 
completed,  in  an  accredited  American  college 
or  university,  undergraduate  premedical  work  of 
the  quality  acceptable  for  matriculation  in  an 
accredited  U.S.  medical  school;  (b)  have  stud- 
ied medicine  at  a medical  school  located  outside 
the  United  States,  Puerto  Rico,  and  Canada, 


This  is  AMA  Council  in  Medical  Education  Report  C,  submitted 
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which  is  listed  in  the  World  Directory  of  Medi- 
cal Schools,  published  by  the  World  Health  Or- 
ganization; and  (c)  have  completed  all  of  the 
formal  requirements  of  the  foreign  medical 
school  except  internship  and/or  social  service. 
Those  who  have  completed  all  of  these  require- 
ments including  internship  and/or  social  service 
are  not  eligible. 

2.  Students  who  have  completed  the  academic  cur- 
riculum in  residence  in  a foreign  medical  school 
and  who  have  fulfilled  the  above  conditions  may 
be  offered  the  opportunity  to  substitute  for  an 
internship  required  by  a foreign  medical  school, 
an  academic  year  of  supervised  clinical  training 
(such  as  a clinical  clerkship  or  junior  internship) 
prior  to  entrance  into  the  first  year  of  approved 
graduate  medical  education.  The  supervised 
clinical  training  must  be  under  the  direction  of 
a medical  school  approved  by  the  Liaison  Com- 
mittee on  Medical  Education. 

3.  Before  beginning  the  supervised  clinical  train- 
ing, said  students  must  have  their  academic  rec- 
ords reviewed  and  approved  by  the  medical 
schools  supervising  their  clinical  training  and 
must  attain  a score  satisfactory  to  the  sponsor- 
ing medical  school  on  a screening  examination 
or  procedure  acceptable  to  the  Council  on  Med- 
ical Education.  The  Council  on  Medical  Edu- 
cation will  consider  the  acceptability  of  any 
screening  examination  or  procedure  proposed  by 
a sponsoring  medical  school. 

4.  Said  students  who  are  judged  by  the  sponsoring 
medical  schools  to  have  completed  successfully 
the  supervised  clinical  training  are  eligible  to 
enter  the  first  year  of  approved  graduate  train- 
ing programs  without  completing  social  service 
obligations  required  by  the  foreign  country  or 
obtaining  ECFMG  certification. 

5.  The  Council  on  Medical  Education  has  recom- 
mended to  all  state  boards  of  medical  examiners 
that  they  consider  for  licensure  all  candidates 
who  have  completed  successfully  the  supervised 
clinical  training  on  the  same  basis  as  they  now 
consider  foreign  medical  candidates  who  have 
received  ECFMG  certification. 

Enrollments  of  Fifth  Pathway  Programs 

Data  drawn  from  the  AMA  Masterfile  have  shown 
that  over  90%  of  licensed  physicians  with  Fifth  Path- 
way training  received  their  medical  educations  in  Mex- 
ico. Medical  schools  in  Italy,  the  Philippine  Islands, 
Belgium,  and  the  Dominican  Republic  among  others 
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have  contributed  small  percentages  of  Fifth  Pathway 
graduates. 

Nineteen  medical  schools  responded  affirmatively 
to  the  Liaison  Committee  on  Medical  Education 
(LCME)  Annual  Survey  (1986-87)  question  on  spon- 
sorship of  a Fifth  Pathway  program.  In  1981-82,  25 
medical  schools  stated  that  they  would  accept  stu- 
dents. 

Records  maintained  by  the  AMA  Office  of  Physi- 
cian Credentials  and  Qualifications  listed  17  active 
programs  in  1985-86  in  Puerto  Rico  and  10  states — 
Arizona,  California,  Colorado,  Illinois,  Maryland,  New 
Jersev,  New  York,  Rhode  Island,  Tennessee,  and 
Utah'. 

In  preparation  for  this  report  a telephone  survey  of 
the  17  active  programs  was  conducted  on  Aug.  1,  1986. 
Three  of  these  programs  have  recently  been  discontin- 
ued; one  will  conclude  at  the  end  of  academic  year 

1986- 87;  one  will  conclude  at  the  end  of  academic  year 

1987- 88;  and  another  is  considering  discontinuation  at 
the  end  of  academic  year  1986-87. 

The  14  programs  active  in  1986-87  report  an  ex- 
pected enrollment  of  138  students.  This  number  is 
subject  to  change;  an  accurate  enrollment  figure  will 
be  available  in  1987  when  the  LCME  Annual  Survey 
for  1987-88  is  completed. 

Enrollments  in  individual  programs  vary  from  0 to 
30.  In  some  states  the  program  is  mandated  by  law. 
Although  such  a state  program  may  not  have  attracted 
applicants  or  found  qualified  applicants,  it  is  still 
maintained  on  the  AMA  active  program  list. 

Table  1 presents  information  drawn  from  LCME 
Annual  Surveys  on  the  activity  of  Fifth  Pathway  pro- 
grams over  13  academic  years  from  1973-74  to  1985- 
86.  Although  some  fluctations  are  apparent,  activity 
built  quite  steadily  in  terms  of  total  applications,  en- 
trants, and  graduates  from  1973-74  to  1981-82.  There- 
after, there  is  an  overall  decline  and  a sharp  diminu- 
tion in  all  recorded  measurements  in  1985-86.  If  an 
enrollment  of  138  for  1986-87  is  sustained,  academic 
year  1985-86  will  mark  the  beginning  of  a significant 
contraction  of  the  Fifth  Pathway. 

The  Council  attributes  the  decline  in  Fifth  Pathway 
enrollments  to  several  factors:  (1)  reported  declines  in 
enrollments  of  U.S.  citizens  in  Mexican  medical 
schools,  and,  in  particular,  the  Autonomous  Univer- 
sity of  Guadalajara,  the  principal  source  of  Fifth  Path- 
way applicants;  (2)  high  enrollment  of  U.S.  citizens  in 
Caribbean  medical  schools  whose  students  and  gradu- 
ates are  not  eligible  for  Fifth  Pathway  programs;  and 
(3)  low  pass  rates  of  U.S.  foreign  medical  graduates 
on  the  Foreign  Medical  Graduates  Examination  in  the 
Medical  Sciences  (FMGEMS)  administered  by  the 
ECFMG.  Successful  completion  of  FMGEMS  is  re- 
quired for  entry  into  most  Fifth  Pathway  programs. 

The  Council  has  requested  officials  at  Guadalajara 
to  send  enrollment  data  for  United  States  citizens;  that 
request  has  not  yet  been  fulfilled.  The  September  1985 
Report  of  the  U.S.  General  Accounting  Office  (GAO), 
Federal,  State,  and  Private  Activities  Pertaining  to  U.S. 


TABLE  1 

ACTIVITY  OF  FIFTH  PATHWAY  PROGRAMS 


Academic 

Number  of 
Applications 

Number  of 
Students 

Number  of 
Students 
Completing 

Year 

Received 

Admitted 

Programs 

1973-74 

197 

126 

122 

1974-75 

256 

196 

191 

1975-76 

764 

274 

262 

1976-77 

1,339 

365 

357 

1977-78 

2,400 

476 

399 

1978-79 

2,854 

515 

461 

1979-80 

2,459 

547 

516 

1980-81 

2,709 

491 

474 

1981-82 

2,444 

510 

506 

1982-83 

1,676 

388 

392 

1983-84 

1,912 

391 

403 

1984-85 

1,969 

374 

370 

1985-86 

1,345 

208 

199 

Graduates  of  Foreign  Medical  Schools,  estimates  that 

13.000  to  19,000  U.S.  citizens  are  currently  enrolled  in 
foreign  medical  schools.  A GAO  report  in  1980  on  the 
same  subject  estimated  U.S.  citizen  enrollment  at 

10.000  to  11,000.  The  majority  of  current  enrollees  are 
presumed  to  be  attending  medical  schools  in  the  Car- 
ibbean. 

The  Council’s  interpretation  of  Fifth  Pathway  en- 
rollment declines  was  confirmed  in  the  informal  con- 
versations with  program  directors  during  the  tele- 
phone survey.  Some  directors  added  that  the  overall 
quality  of  Fifth  Pathway  entrants  is  now  higher. 

Conclusions 

Enrollment  trends  suggest  that  Fifth  Pathway  pro- 
grams will  continue  to  contract  and  that  the  number 
of  sponsoring  medical  schools  and  programs  will  de- 
cline further.  The  Council  on  Medical  Education  dis- 
courages the  development  of  new  Fifth  Pathway  pro- 
grams. Further,  the  Council  believes  that  states  with 
mandatory  programs  should  review  the  advisability  of 
these  mandates  as  they  consider  health  manpower  is- 
sues. 

Forty-one  state  licensing  boards  and  the  licensing 
board  of  Puerto  Rico  are  willing  to  accept  Fifth  Path- 
way graduates  as  candidates  for  licensure,  provided 
other  qualifications  are  fulfilled.  Recognizing  the  need 
to  facilitate  the  interstate  movement  of  licensed  phy- 
sicians, the  Council  believes  that  these  licensing  boards 
should  continue  to  accept  Fifth  Pathway  graduates  as 
candidates  for  licensure. 

In  light  of  the  Fifth  Pathway  enrollment  trends  de- 
scribed in  this  report,  the  Council  on  Medical  Educa- 
tion does  not  perceive  a need  at  this  time  to  recom- 
mend any  changes  in  AMA  policy  on  the  Fifth 
Pathway. 
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Trauma  Rounds 


Management  of  Traumatic  Chest  Wall  Defects 

DAVID  B.  REATH,  M.D. 


Introduction 

For  nearly  100  years,  reconstructive  surgeons 
have  wrestled  with  the  problem  of  chest  wall  re- 
construction.1 Clarification  of  the  vascular  anat- 
omy of  various  muscles  and  their  overlying  cuta- 
neous territories  has  allowed  several  methods  of 
managing  acute  and  chronic  chest  wall  defects. 
Although  these  methods  are  most  usually  ap- 
plied to  neoplastic  or  iatrogenic  defects,  they  are 
equally  applicable  to  acute  chest  wall  trauma,  as 
seen  in  the  following  case  history. 

Case  Report 

A 34-year-old  man  was  transported  by  helicopter  to  the 
University  of  Tennessee  Hospital  at  Knoxville  after  suffering 


Figure  1.  Admission  chest  film  showing  lung  contusion. 


From  the  Division  of  Plastic  Surgery,  Department  of  Surgery, 
University  of  Tennessee  Hospital  at  Knoxville. 


a close  range  gunshot  blast  to  the  left  anterolateral  chest.  In 
transport  an  occlusive  dressing  was  applied  and  the  patient 
received  intravenous  fluids  and  high  flow  oxygen.  On  arrival 
to  the  emergency  department  at  9:27  pm,  the  patient  was  he- 
modvnamically  stable.  X-rays  of  the  chest  showed  a small 
amount  of  shot  within  the  chest  and  a pulmonary  contusion 
(Fig.  1).  The  patient  was  quickly  taken  to  the  operating  room 
where  the  lung  was  debrided  and  repaired  (Fig.  2).  Further 
debridement  of  the  chest  wall  left  a full  thickness  defect  of 
rib,  chest  musculature,  subcutaneous  tissue  and  skin  (Fig.  3). 
To  close  the  defect  a latissimus  dorsi  myocutaneous  flap  was 


Figure  2.  Appearance  of  chest  wall  injury  prior  to  operation. 


Figure  3.  Chest  wall  defect  following  wide  debridement. 


FEBRUARY,  1987 


87 


designed  and  elevated  (Fig.  4).  The  flap  closed  the  chest  wall 
and  restored  its  integrity  (Fig.  5).  The  donor  site  was  closed 
primarily.  Postoperatively,  the  patient  had  an  uneventful 
course  and  was  discharged  on  the  14th  day  following  opera- 
tion (Fig.  6). 

Discussion 

The  treatment  of  this  patient’s  chest  wall  in- 
jury involves  two  principles.  The  first  and  most 
important  of  these  is  wide  debridement  of  all 
contaminated  and  injured  tissues.  Hoping  to 
minimize  the  soft  tissue  defect,  surgeons  are  often 


Figure  4.  Latissimus  dorsi  myocutaneous  flap  design  and  elevation. 


Figure  5.  Completed  chest  wall  reconstruction  using  flap. 
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not  aggressive  enough  in  debriding  the  wound. 
When  one  is  dealing  with  a significant  blast  in- 
jury, tissue  of  marginal  viability  will  become 
nonviable  after  24  to  48  hours,  and  the  preferred 
course  is  adequate  debridement  until  viable  tis- 
sue with  good  bleeding  is  observed  in  all  areas  of 
the  wound. 

The  second  principle  of  treatment  involves  re- 
construction of  the  soft  tissue  defect.  Whereas 
with  injuries  of  the  extremities,  or  even  the  ab- 
dominal wall,  it  is  possible  to  delay  reconstruc- 
tion, particularly  in  the  presence  of  significant 
wound  contamination,  with  chest  wall  injuries, 
immediate  reconstruction  is  preferred  in  order  to 
restore  the  dynamics  of  normal  respiration  and 
ventilation. 

In  1950,  Campbell2  first  described  the  use  of  a 
latissimus  dorsi  muscle  to  close  a full  thickness 
wound  of  the  anterior  thorax.  Unfortunately,  this 
method  of  chest  wall  reconstruction  went  unap- 
preciated for  many  years.  In  the  past  15  years, 
the  study  and  definition  of  muscle  and  myocuta- 
neous flaps  has  made  them  some  of  the  most  re- 
liable and  useful  reconstructive  tools,  particu- 
larly for  problem  wounds.  Presently  they  are 
commonly  used  to  reconstruct  soft  tissue  defects 
in  almost  any  anatomic  location. 

Though  the  major  advances  in  chest  wall  re- 
construction have  dealt  with  defects  due  to  neo- 


Figure  6.  The  patient  at  discharge  14  days  following  repair. 
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plasm,  infection,  or  radiation,  traumatic  defects 
can  be  reconstructed  by  the  same  methods.  Mus- 
cles with  and  without  their  overlying  skin  that  are 
frequently  used  in  chest  wall  reconstruction  in- 
clude the  latissimus  dorsi,  the  pectoralis  major, 
and  the  rectus  abdominis. 

The  reliability  and  versatility  of  the  latissimus 
dorsi  muscle  and  myocutaneous  flaps  were  dem- 
onstrated by  McCraw3  and  Bostwick4  in  the  late 
1970s.  The  muscle  originates  from  the  lower  sixth 
thoracic  vertebrae,  the  thoracodorsal  fascia,  and 
the  posterior  iliac  crest,  and  has  a tendinous  in- 
sertion on  the  humerus.  The  dominant  blood 
supply  is  from  the  thoracodorsal  artery.  In  addi- 
tion, there  are  several  segmental  perforators  from 
the  intercostal  and  lumbar  arteries,  which  supply 
a medially  based  flap.  When  based  on  the  domi- 
nant blood  supply,  the  arc  of  rotation  easily 
reaches  the  midline  of  the  chest.  Functionally,  the 
muscle  acts  as  an  adductor,  extensor,  and  medial 
rotator  of  the  humerus  and,  as  such,  is  expenda- 
ble. 

In  addition  to  their  reconstructive  potential, 
muscle  flaps  provide  better  resistance  to  infec- 
tion in  contaminated  and  chronically  infected 
wounds  than  other  methods  of  wound  closure. 
Although  the  reason  for  this  is  not  known,  it  is 


presumed  that  the  increased  vascularity  of  the 
muscle  and  the  ability  to  obliterate  large  areas  of 
dead  space  are  important.5  In  this  patient,  the 
chest  wall  was  heavily  contaminated.  The  un- 
eventful healing  of  the  wound  was  due  not  only 
to  the  adequate  debridement,  but  to  the  use  of  a 
muscle  flap  and  its  ability  to  heal  contaminated 
wounds. 

Conclusion 

Large  traumatic  defects  of  the  chest  wall  may 
require  immediate  closure  using  a muscle  or  my- 
ocutaneous flap.  A number  of  muscles,  including 
the  latissimus  dorsi,  are  available  for  chest  wall 
reconstruction.  If  aggressive  debridement  of  a 
contaminated  wound  is  followed  by  reconstruc- 
tion using  a large  muscle  flap  with  a healthy  blood 
supply,  rapid  and  uneventful  healing  will  usually 
follow.  r ^ 
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SUPPORT  PROJECT  USA 

Project  USA  is  an  AMA  program  to  recruit  fully  licensed  physicians  for  short-term,  general  med- 
icine assignments  at  Indian  Health  Service  (IHS)  and  National  Health  Service  Corps  (NHSC)  hospitals 
and  clinics. 

The  majority  of  vacancies  are  for  two  weeks,  with  some  extending  to  four  weeks.  Participating 
physicians  receive  $750  a week  at  IHS  facilities,  and  $500  a week  at  NHSC  clinics.  The  doctors  are 
reimbursed  for  round  trip  transportation  expenses,  and  living  accommodations  are  provided. 

Interested  physicians  should  contact  John  Naughton.  Director,  Project  USA,  American  Medical 
Association.  535  N.  Dearborn.  Chicago,  IL  60610;  Phone  (312)  645-4702. 
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VUH  Morning  Report 


Airway  Obstructions 


Case  Report 

An  80-year-old  white  woman  arrived  at  the  VUH  emer- 
gency room  with  a 12-hour  history  of  severe  sore  throat  of 
abrupt  onset,  followed  in  six  hours  by  a “weak  voice”  and 
difficulty  in  swallowing.  Four  hours  prior  to  admission  she 
began  to  have  difficulty  breathing.  Her  oral  temperature  was 
more  than  101.8°  F at  home,  and  she  had  shaking  chills. 

In  the  emergency  room  her  respiratory  rate  was  26/min, 
and  intermittent  inspiratory  stridor  was  audible.  Axillary 
temperature  was  98.8°F.  She  was  able  to  swallow  her  own 
saliva  with  difficulty.  Examination  revealed  a swollen  uvula, 
bilateral  tonsilar  swelling,  and  anterior  cervical  adenopathy. 
The  lungs  were  clear,  and  examination  of  the  heart  showed 
only  a soft  ejection  murmur. 

Laboratory  examination  showed  a WBC  count  of  12,100/ 
cu  mm  with  a predominance  of  segmented  neutrophils.  Ar- 
terial blood  gases  on  4 liters  of  oxygen  were  pH  7.32,  Pco2 
51,  and  Pao2  101.  Chest  x-ray  was  unremarkable,  and  lateral 
neck  film  was  remarkable  for  a moderately  swollen  epiglottis 
and  an  increased  retropharyngeal  space. 

The  patient  was  admitted  to  the  intensive  care  unit,  where 
after  blood  cultures  were  drawn  she  was  treated  with  cefotax- 
ime and  humidified  oxygen.  An  otolaryngology  consultation 
was  obtained. 

Fiberoptic  laryngoscopy  showed  swelling  and  erythema  of 
the  epiglottis  and  aryepiglottic  folds.  Because  the  airway  was 
widely  patent,  a course  of  close  observation  was  chosen.  Thirty 
minutes  after  laryngoscopy,  respiratory  distress  increased. 
Emergency  intubation  was  complicated  by  hypotension  and 
bradycardia.  Subcutaneous  emphysema  and  a pneumome- 
diastinum occurred,  but  both  resolved  spontaneously.  Beta- 
lactamase  producing  Hemophilus  influenzae  grew  in  all  blood 
cultures.  The  patient  experienced  rapid  improvement  and  was 
extubated  on  the  third  hospital  day,  recovering  fully. 

Discussion 

The  causative  organism  of  adult  epiglottitis  is  fre- 
quently not  found,  although  Hemophilus  influenzae  has 


been  isolated  from  a minority  of  patients.  Staphylo- 
cocci and  streptococci  have  also  been  implicated  as 
causative  agents.  Inability  to  consistently  isolate  bac- 
teria has  led  to  speculation  about  a viral  cause  of  epi- 
glottitis. 

Severe  sore  throat,  muffled  voice,  drooling,  and 
stridor  should  all  be  clues  leading  to  suspicion  of  epi- 
glottitis,1 the  diagnosis  of  which  can  be  confirmed  by 
soft  tissue  lateral  neck  films  or  laryngoscopy.  The 
findings  in  this  patient  of  epiglottic  and  aryepiglottic 
swelling  on  laryngoscopy  are  characteristic. 

Unlike  the  course  of  epiglottitis  in  children,  the 
course  in  adults  is  frequently  benign  because  of  the 
larger  size  of  the  adult  airway.2  While  much  contro- 
versy continues  regarding  prophylactic  intubation  or 
tracheostomy  in  adults,3  a reasonable  course  of  thera- 
py is  careful  observation  in  an  intensive  care  unit  for 
those  patients  who  do  not  have  severe  respiratory 
compromise. 

Therapy  should  include  antibiotics  directed  against 
H.  influenzae.  Ampicillin  has  been  the  drug  of  choice, 
but  the  emergence  of  beta-lactamase  producing  strains 
now  dictates  use  of  chloramphenicol  or  a third  gener- 
ation cephalosporin.  The  use  of  corticosteroids  is  ad- 
vocated by  some,  but  is  of  unproven  value.4  r ^ 
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Airway  Obstruction 


Case  Report 

An  89-year-old  white  woman  in  previously  good  health 
except  for  a nontoxic  multinodular  goiter  developed  acute  se- 
vere shortness  of  breath  while  at  rest;  it  was  worse  when  she 
was  supine.  When  she  rapidly  became  mildly  cyanotic  and 
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confused,  an  ambulance  was  summoned  and  she  was  trans- 
ported to  her  local  hospital  where  she  underwent  a difficult 
endotracheal  intubation  with  #7  oral  endotracheal  tube.  In- 
tubation was  complicated  by  an  episode  of  ventricular  tachy- 
cardia. She  denied  chest  pain,  fever,  chills,  cough,  or  hoarse- 
ness. Because  of  high  airway  resistance,  ventilation  was 
difficult  even  with  a volume-cycled  ventilator,  and  she  was 
transferred  to  our  care. 

Examination  on  arrival  revealed  an  alert  elderly  white 
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Figure  1.  Smooth  lobulated  appearance  of  goiter  extending  to  the 
anterior  mediastinum. 


Figure  2.  CT  scan  of  the  neck  demonstrating  heterogenous  density 
of  multinodular  goiter  and  endotracheal  tube  compression  by  mass 
(arrow). 


woman  having  normal  vital  signs  and  being  ventilated  me- 
chanically. A large  nodular  goiter  extending  from  the  level  of 
the  hyoid  bone  to  the  suprasternal  notch  could  be  felt.  Lo- 
calized wheezing  was  heard  over  the  lower  third  of  the  ster- 
num. X-ray  examination  of  the  chest  (Fig.  1)  revealed  a large 
smooth  superior  mediastinal  mass.  Electrocardiogram  showed 
changes  suggestive  of  an  acute  anterior  myocardial  infarction. 
Arterial  blood  gases  showed  normal  oxygenation.  Thyroid 
function  tests  were  normal.  A CT  scan  (Fig.  2)  revealed  a 
large  multinodular  goiter  causing  tracheal  compression.  It  was 
also  noted  that  the  endotracheal  tube  was  being  deformed  by 
extrinsic  compression. 

A needle  aspiration  biopsy  of  the  mass  revealed  no  evi- 
dence of  malignancy.  Enzymes  failed  to  show  evidence  of 
myocardial  infarction. 

Because  of  progressive  respiratory  compromise,  on  the 
third  hospital  day  surgery  to  remove  the  goiter  was  deemed 
necessary,  even  in  light  of  the  EKG  changes,  and  complete 
removal  of  the  goiter  was  accomplished  without  difficulty. 

Discussion 

Thyroid  masses  constitute  some  of  the  most  com- 
mon mediastinal  tumors.  Most  mediastinal  thyroids 
have  a direct  connection  with  the  thyroid  gland  in  the 
neck,  and  are  nodular  colloid  goiters,  whereas  carci- 
noma is  rare.1  Seventy-five  to  eighty  percent  of  intra- 
thoracic  goiters  are  from  the  lower  pole  of  the  thyroid, 
and  extend  into  the  anterior  mediastinum,  as  in  this 
patient.  Goiters  can  also  extend  into  the  posterior  me- 
diastinum.2-3 These  masses  are  often  smooth  and  well 
encapsulated,  and  show  areas  of  cystic  degeneration 
and  calcification.  By  x-ray  the  goiters  almost  always 
appear  to  be  smooth,  lobulated  masses  of  homogenous 
density  displacing  the  trachea  posteriorly  and  laterally. 
While  most  patients  with  goiters  are  asymptomatic, 
dyspnea  can  be  produced  by  tracheal  compression  or 
by  paralysis  of  the  vocal  cords  due  to  compression  of 
the  recurrent  laryngeal  nerve.  Obstruction  of  major 
mediastinal  vessels  can  also  occur.  r ^ 
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MRI  Case  of  the  Month 


MICHAEL  C.  GAROVICH,  M.D.;  CHARLES  L.  ROBINETTE,  JR.,  M.D.;  and 
TIMOTHY  SCHOETTLE,  M.D. 


History 

A 32-year-old  white  man  was  being  examined  for  upper 
extremity  weakness  and  wasting  beginning  four  months  ear- 
lier; prior  to  this  he  had  been  asymptomatic.  A myelogram 
performed  at  another  institution  demonstrated  an  intramed- 
ullary mass  lesion.  MRI  scan  was  then  done  to  further  eval- 
uate the  cord.  Please  evaluate  Figs.  1 through  3 and  see  if 
you  can  arrive  at  the  correct  diagnosis. 

Discussion 

The  advent  of  MRI  (magnetic  resonance  im- 
aging, formerly  called  NMR)  has  radically 
changed  our  approach  to  evaluating  suspected 
cord  lesions.  Because  of  its  inherent  properties. 


Figure  1.  The  cerebellar  tonsils  (arrow)  extend  below  the  foramen 
magnum.  The  brain  stem  and  upper  cervical  cord  are  well  demon- 
strated. 


From  the  Departments  of  Radiology  (Drs.  Garovich  and  Robi- 
nette) and  Neurosurgery  (Dr.  Schoettle),  HCA  Park  View  Medical 
Center,  Nashville,  TN  37203. 
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MRI  can  directly  image  the  cord  without  the  bony 
artifacts  involved  in  CT  spine  imaging.  It  also  has 
the  advantage  over  metrizamide  studies  in  that  it 
is  not  invasive,  and  directly  rather  than  indirectly 
demonstrates  the  cord.  Another  significant  ad- 
vantage to  MRI  over  other  forms  of  imaging  is 
that  it  allows  examination  in  multiple  planes,  e.g., 
sagittal  or  coronal.  The  present  case  demon- 
strates a long  cystic  area  within  the  cord  extend- 
ing from  the  upper  cervical  region  down  through 
the  upper  thoracic  spine.  What  was  thought  to 
be  a primary  intramedullary  neoplasm  of  the  cord 
proved  to  be  syringohydromyelia  (syrinx).  This 
study  also  demonstrates  cerebellar  tonsils  lying 
below  the  foramen  magnum  (Chiari  I malforma- 
tion), which  is  frequently  associated  with  syrinx. 


Figure  2.  The  cervicothoracic  portion  of  the  patient's  syrinx  appears 
as  a region  of  low  intensity  within  the  cord  on  this  T-,  weighted  image 
(arrows). 
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Figure  3.  Following  decompression  surgery,  the  syrinx  has  collapsed 
(arrow). 


Although  such  patients  may  be  seen  early  in  life, 
they  frequently  do  not  appear  until  adolescence 
or  early  adulthood.  They  often  show  cord  symp- 
toms, which  are  frequently  confused  with  multi- 
ple sclerosis. 

Myelography  will  demonstrate  widening  of  the 
cord  suggesting  an  intramedullary  lesion.  In  the 
past,  gas  myelography  was  performed  in  an  at- 
tempt to  collapse  the  cord  about  the  cystic  struc- 
ture. CT  scans  can  demonstrate  a syrinx  follow- 
ing metrizamide,  and  delayed  scans  may  show 
contrast  medium  in  the  cystic  structure.  CT, 
however,  frequently  has  problems  with  bony  ar- 
tifact, and  with  CT  patients  cannot  easily  be 
studied  directly  in  different  planes.  Finally,  MRI 
has  the  advantage  of  requiring  ionizing  radiation. 
Although  it  varies  from  institution  to  institution, 
the  cost  of  an  MR  scan  at  our  institution  is  ap- 
proximately the  same  as  a CT  scan. 

ANSWER:  Chiari  I malformation  with  associ- 
ated syrinx.  The  patient  underwent  surgery  with 
decompression  of  the  cord  cavity,  and  pro- 
gressed satisfactorily  postoperatively.  r ..  S 
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Health  and  Environment  Report 


Obstetrical  Services  in  Tennessee 

FREDIA  S.  WADLEY,  M.D.,  MSHPA 


Across  the  nation  and  within  Tennessee,  peo- 
ple are  beginning  to  ask,  “Who  will  deliver  the 
babies?”  This  question  is  being  asked  because 
physicians  and  hospitals  in  rural  communities  are 
deleting  obstetrical  services. 

It  is  estimated  by  Department  of  Health  and 
Environment  surveys  that  over  the  past  four  to 
five  years,  at  least  20%  of  Tennessee  physicians 
providing  obstetrical  care  have  either  deleted  this 
service  entirely,  decreased  their  obstetrical  case- 
load significantly,  or  performed  only  emergency 
deliveries.  Another  5%  to  9%  have  indicated  they 
are  considering  similar  action.  Although  many 
reasons  are  given  for  this  trend,  most  physicians 
agree  that  the  rising  insurance  premiums  and  the 
number  of  malpractice  cases  related  to  obstetri- 
cal care  are  the  straws  that  broke  the  camel’s 
back. 

Over  the  past  two  to  three  years,  another  fac- 
et of  this  problem  has  surfaced.  Several  hospitals 
in  the  northern  part  of  the  East  Tennessee  re- 
gion have  stopped  providing  deliveries  and  are 
now  seeking  approval  to  officially  delete  obstet- 
rical services.  Approval  to  delete  obstetrical 
service  must  be  obtained  from  the  Health  Facili- 
ties Commission  through  the  Certificate  of  Need 
process,  and  the  Board  for  Licensing  Health  Care 
Facilities  must  grant  the  hospital  a waiver,  since 
obstetrical  services  are  mandated  for  general 
hospitals.  A waiver  may  be  granted  by  the  Board 
if  deletion  of  this  service  does  not  pose  a threat 
to  the  health  of  the  community. 

Hospitals  are  giving  two  reasons  for  deleting 
obstetrical  services.  First  of  all,  this  service  is 
sometimes  a money  loser  in  small  rural  hospitals. 


From  the  Tennessee  Department  of  Health  and  Environment, 
Nashville.  Dr.  Wadley  is  chief  medical  officer  of  TDHE. 
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Maintaining  staff,  facilities,  and  equipment  for  a 
small  volume  of  deliveries,  when  up  to  40%  of 
the  patients  may  be  indigent,  often  results  in  red 
ink.  Secondly,  hospitals  are  finding  it  more  dif- 
ficult to  recruit  physicians  to  provide  obstetrical 
care.  Obstetricians  primarily  locate  in  cities  with 
a population  of  30,000  to  40,000  or  greater.  In 
the  more  rural  counties,  family  practitioners  and 
general  practitioners  have  provided  most  of  the 
obstetrical  care.  Unfortunately,  new  recruits  are 
less  likely  to  include  obstetrics  in  their  practice 
due  to  time  constraints  and  malpractice  prob- 
lems, and  possibly  a lack  of  emphasis  during  their 
training. 

It  is  not  surprising  that  some  hospitals  and 
physicians  are  less  than  eager  to  provide  obstet- 
rical services,  but  one  has  to  wonder  where  this 
trend  will  lead  us. 

• Hospitals  in  neighboring  counties  might  be 
put  in  the  position  of  providing  a greater  number 
of  deliveries  to  out-of-county  indigents. 

• With  no  physician  providing  obstetrical  care, 
there  is  a greater  risk  that  indigent  women  will 
not  receive  adequate  and  early  prenatal  care.  This 
could  lead  not  only  to  increased  infant  morbidity 
and  mortality,  but  also  to  a greater  need  for  very 
costly  perinatal  services. 

• If  the  unavailability  of  obstetrical  services 
increases,  will  entrepreneurs  fill  the  gap  with 
birthing  centers,  which  can  feed  problem  cases  to 
a centrally  located  obstetrician? 

In  May  1986,  the  Department  of  Health  and 
Environment  increased  the  Medicaid  reimburse- 
ment for  obstetrical  services  (global  $650  to  $725) 
in  an  effort  to  ease  the  burden  on  those  physi- 
cians with  greater  Medicaid  caseloads.  The  Ten- 
nessee General  Assembly  will  be  considering  this 
session  an  option  to  provide  Medicaid  coverage 
to  pregnant  women  whose  income  is  less  than 
100%  of  the  poverty  level.  This  could  ease  the 
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financial  burden  of  the  physicians  and  hospitals 
by  covering  almost  6,000  additional  pregnancies. 
Tennessee  legislators  will  also  deal  with  tort  re- 
form this  session,  but  any  benefits  from  these 
changes  would  be  of  a long-term  nature  and 
probably  would  have  no  great  immediate  impact 
on  this  problem. 

Because  there  are  too  many  factors  involved 
for  a simple  solution,  no  one  has  an  easy  answer 
for  the  developing  shortage  of  obstetrical  man- 
power and  facilities.  The  Board  for  Licensing 
Health  Care  Facilities  has  asked  that  a group  be 
appointed  to  study  the  problem  and  keep  them 


informed,  since  other  waiver  requests  are  expect- 
ed. This  study  group  will  have  physician  and  hos- 
pital representation,  and  it  is  hoped  that  they 
suggest  means  that  will  help  alleviate  the  obstet- 
rical shortage. 

The  most  important  concern  right  now  may 
well  be  how  to  entreat  physicians  and  hospitals 
who  are  presently  providing  obstetrical  care  to 
continue  this  important  service.  As  one  hospital 
administrator  said  at  the  Southern  Legislative 
Conference  last  November  in  Nashville,  “The 
decision  to  deliver  babies  is  not  made  for  finan- 
cial reasons — but  for  medical  reasons.”  r S 
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Loss  Prevention  Case  of  the  Month 


Consider  First  Things  First 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

A 67-year-old  woman,  who  had  been  previously  diag- 
nosed as  having  an  esophageal  hiatal  hernia,  was  seen  in  the 
emergency  room  complaining  of  chest  pain  which  began  fol- 
lowing her  evening  meal  two  days  before.  She  was  admitted 
by  the  emergency  room  physician  with  orders  for  a barium 
swallow  and  surgical  consultation. 

The  barium  swallow,  done  early  the  next  morning,  dem- 
onstrated a fairly  high-grade  esophageal  obstruction  by  a 2.8- 
cm  foreign  body  located  above  Schatzki’s  ring  in  the  distal 
esophagus.  The  patient  was  then  taken  to  the  operating  room 
where,  under  general  anesthesia,  the  esophagoscope  was 
passed  without  undue  difficulty  and  a moderate  amount  of 
meat  was  removed  in  multiple  sections  with  the  foreign  body 
forceps.  Afterwards,  the  esophagoscope  was  passed  to  its  en- 
tire length,  apparently  into  the  hiatus  hernia.  Following  the 
procedure,  the  patient  was  returned  to  her  room  in  an  alert 
and  responsive  state. 

Approximately  30  minutes  later  the  patient  complained  of 
severe  chest  pain,  for  which  she  was  treated  with  nitroglycer- 
in sublingually  without  relief.  She  was  immediately  seen  by  a 
cardiologist,  who,  following  a cursory  examination,  reached 
the  diagnosis  of  possible  pleurisy,  and  the  patient  was  trans- 
ferred to  the  intensive  care  unit  for  overnight  observation;  a 
portable  chest  x-ray  revealed  possible  pneumonia,  but  also 
demonstrated  what  appeared  to  be  a foreign  body  in  the  dis- 
tal esophagus. 

On  morning  rounds  the  patient  was  found  to  be  restless, 
dyspneic,  and  with  diffuse  chest  pain.  Repeat  chest  x-ray  re- 
vealed subcutaneous  emphysema  in  the  neck  and  over  the 
upper  chest  wall.  There  was  also  some  left  pleural  effusion 
that  appeared  to  be  located  posteriorly.  Serial  chest  x-rays 
and  arterial  blood  gases  were  done  for  the  next  three  days, 
whereupon,  with  the  patient  being  five  days  post-esophagos- 
copy,  the  possibility  of  perforation  was  entertained.  After  a 
chest  tube  was  placed  in  the  left  posterior  chest,  evacuating 
approximately  200  cc  of  purulent  fluid,  the  patient’s  chest 
x-rays  improved,  but  her  arterial  blood  gases  remained  mar- 
ginal. 

The  sepsis  associated  with  the  perforated  esophagus  failed 
to  respond  to  antibiotic  therapy,  and  the  patient  ultimately 
progressed  to  irreversible  cardiopulmonary  arrest.  Autopsy 
revealed  acute  mediastinitis  and  pleuritis  with  bilateral  pleur- 
al effusions  due  to  a traumatic  laceration  of  the  distal  esoph- 
agus. 

Loss  Prevention  Comments 

In  reviewing  the  essential  features  of  the  case, 
one  is  prone  to  react  with  dismay  that  the  possi- 
bility of  perforation  of  the  esophagus  did  not  oc- 


Dr.  Avery  is  medical  director  for  Continuing  Medical  Education, 
St.  Thomas  Hospital,  Nashville. 
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cur  to  the  attending  physicians  much  earlier.  The 
factors  that  seem  to  have  contributed  to  this  de- 
lay in  diagnosis  were  several,  which,  again,  in 
retrospect  seem  hard  to  explain. 

First,  the  chest  pain  30  minutes  following  the 
endoscopic  examination  was  clinically  typical  of 
myocardial  infarction,  with  sweating,  pallor, 
transient  hypotension,  and  classical  pain  radia- 
tion. To  further  complicate  the  picture,  there  was 
an  EKG  which  showed  changes  which  when 
compared  to  a previous  tracing  suggest  this. 
Though  the  portable  chest  x-ray  showed  only 
“possible  pneumonitis,”  a pulmonary  embolus 
was  seriously  considered.  Apparently  no  other 
possibilities  were  entertained. 

Second,  the  chest  x-ray  done  the  second  day 
showed  subcutaneous  emphysema,  which  was 
overlooked,  presumably  due  to  a delay  in  getting 
the  radiologist’s  written  report  into  the  record. 
(The  films  were  taken  Friday  morning;  the  writ- 
ten report  was  typed  that  day,  but  was  not  seen 
by  the  surgeon  until  Monday,  the  fifth  day  post- 
endoscopy.) 

Third,  and  probably  the  primary  reason  for  a 
large  financial  settlement,  was  that  the  surgeon 
had  had  little  previous  experience  in  esophagos- 
copy,  and  in  deposition  had  to  admit  that  he  had 
never  seen  subcutaneous  emphysema  before. 
Recognizing  the  incomplete  removal  of  the  meat, 
he  attributed  the  patient’s  symptoms  to  either  the 
retained  foreign  bodies  or  some  cardiopulmo- 
nary complication. 

Finally,  there  was  no  documented  evidence 
that  there  was  any  real  communication  between 
the  physicians  involved  in  the  management  of  this 
unfortunate  patient.  Real  coordination  of  medi- 
cal effort  in  this  case  probably  would  have  re- 
sulted in  an  earlier  diagnosis  and  would  possibly 
have  prevented  the  tragic  outcome.  This  appar- 
ent lack  of  coordination  of  physician  efforts  oc- 
curs with  alarming  frequency  in  medical  practice. 
Don’t  let  it  happen  to  you!  r ^ 
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Being  a Physician 
What  Do  You  Do? 

All  of  us  at  some  time,  on  being  introduced,  have  been  asked  “What  do 
you  do?”  We  usually  respond  with  the  generic  “I'm  a doctor”  or  “I'm  a 
physician.”  But  when  meeting  another  physician  and  asked  the  same  ques- 
tion, we  get  more  specific  and  answer  with  our  specialty  or  area  of  practice. 
We  become  family  physicians,  surgeons,  pathologists  and  all  the  other  spe- 
cialties. We  know  what  we  mean  when  we  answer  the  question  “What  do 
you  do?” 

When  we  ask  ourselves  “What  do  I do?”  we  may  have  difficulty  answer- 
ing. Being  a doctor  and  practicing  medicine  is  a complex  and  hard  to  pre- 
cisely define  profession.  There  are  probably  as  many  answers  as  there  are 
doctors — no  two  being  exactly  alike. 

The  long  years  of  preparation  to  become  a doctor  are  more  demanding 
than  for  any  other  profession.  They  are  necessary  but  we  must  realize  that 
the  system  exacts  a toll.  Early  on  in  pre-med  and  medical  school  the  stu- 
dents are  separated  from  their  peers  in  other  fields  of  study.  Personal  con- 
tacts are  progressively  narrowed  until  in  residency  they  are  almost  exclusive- 
ly with  those  in  the  same  fields  of  study.  This  prolonged  childhood  and 
limited  association  tend  to  narrow  our  viewpoints.  Somewhere,  sometime, 
and  somehow  we  learn  to  focus  on  the  problems  of  others — our  patients. 

To  be  a doctor  is  more  than  repairing  deformities,  correcting  chemical 
imbalances,  or  curing  infections.  It  is  becoming  involved  with  the  patients’ 
problems,  their  families,  their  jobs,  their  total  environment. 

We  find  ourselves  involved  in  myriads  of  situations,  all  unique  to  the 
particular  patient.  Each  situation  requires  its  own  solution.  Coping  with  a 
defective  newborn  is  quite  different  from  caring  for  an  elderly  patient  with 
terminal  cancer.  As  we  assume  responsibility  for  patients’  medical  problems, 
we  often  become  involved  in  their  other  problems — socioeconomic,  mar- 
riage, drugs  or  alcohol,  smoking,  and  others. 

The  practice  of  medicine  is  not  just  a way  to  make  a living.  To  be  re- 
ferred to  by  a patient  as  “My  doctor”  is  a special  tribute  and  trust,  and  must 
be  earned  and  cherished.  When  we  ask  ourselves  “What  do  I do?”  maybe 
saying  “I’m  a doctor”  says  it  all. 
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TMAHMSS 

One  of  the  occasional  though  major  frustra- 
tions of  periodical  publishing  is  that  a periodical 
is  just  that — periodical,  with  all  the  limitations 
implied  by  the  term.  People  have  become  so  ac- 
customed to  receiving  news  even  while  it  is  still 
in  the  making  that  the  notion  of  lead  times  often 


fails  to  filter  through  their  reticular  network,  and 
we  receive  requests  for  our  services,  even  from 
some  who  should  know  better,  that  we  cannot 
possibly  accede  to.  One  would  think,  in  this  day 
of  electronic  wizardry,  that  a letter  written  De- 
cember 8 would  provide  more  than  adequate  time 
to  let  our  readers  know  about  an  event  on  March 
1,  almost  three  months  away.  It  doesn’t. 

Discounting  occasional  (or  maybe  more  than 
occasional)  vagaries  of  the  postal  service  (on  De- 
cember 18  I received  two  important  pieces  of  first 
class  mail  postmarked  December  9 and  Decem- 
ber 11 — sent  from  three  blocks  and  two  miles 
away,  respectively),  announcements,  in  order  to 
be  useful,  should  reach  us  four  months  before 
the  event — clearly  not  possible  in  some  in- 
stances, but  also  clearly  possible  in  other  in- 
stances when  the  correspondents  are  simply  di- 
latory. 

I’m  not  sure  which  was  the  situation  in  the  in- 
stance that  prompted  this  piece,  but  we  were  re- 
quested on  about  December  10  to  announce  the 
organizational  meeting  of  the  newly  formed  Hos- 
pital Medical  Staff  Section  of  the  TMA  to  be  held 
on  March  1,  1987.  If  you  read  your  Journal  the 
day  it  plops  itself  on  your  desk,  which  even  were 
1 the  most  optimistic  of  editors  I should  doubt, 
you  might  have  a couple  of  weeks  to  prepare 
yourself.  The  hooker  is  that  applications  have  to 
be  received  at  the  TMA  office  by  February  20 — 
about  the  time  your  Journal  will  be  arriving,  with 
any  luck.  Hotel  reservations  needed  to  have  been 
in,  though,  by  January  28.  No  luck. 

It  is  fortunate  that  there  are  other  means  of 
communicating  with  you,  as  notification  through 
the  Journal,  including  this  piece,  is  clearly  late, 
and  useless  as  an  information  item.  This  is  writ- 
ten, therefore,  not  so  much  to  inform  as  to  ex- 
hort. There  are  two  exhortations:  first,  to  partic- 
ipate in  your  hospital  medical  staff  activities,  and 
to  be  sure  your  delegate  to  the  Hospital  Medical 
Staff  Section  is  the  individual  who  can  best  rep- 
resent you;  second,  if  you  have  not  already,  to 
join  the  AM  A,  which  conceived  and  nurtured  the 
notion  of  the  Hospital  Medical  Staff  Section. 

When  the  proposal  for  such  a section  was 
placed  before  the  AMA  House  of  Delegates  a 
couple  of  years  ago,  the  reaction  was,  “Oh,  no! 
Not  another  delegate!”  You  see,  the  House  has 
nearly  doubled  in  size  in  the  past  ten  years,  and 
is  fast  becoming  unwieldy,  even  nigh  unmanage- 
able. The  meeting  of  the  section,  to  which  the 
staff  of  each  JCAH-accredited  hospital  can  send 
a delegate,  has  proved  to  be  a successful  forum 
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where  the  many  problems  peculiar  to  the  hospi- 
tal staff  are  aired  and  from  which  a number  of 
significant  resolutions  have  been  forwarded  to  the 
House  for  action.  A number  of  insignificant  ones 
have,  too,  of  course;  but  no  matter.  That  num- 
ber is  diminishing  as  the  section  becomes  more 
mature.  After  a couple  of  years  at  it,  they  are 
getting  over  feeling  their  oats. 

One  might  question  to  what  end  all  this  activ- 
ity— can  it  accomplish  anything?  After  all,  is 
anyone  listening?  That  is  not  an  unnatural  re- 
sponse, I hope;  it  is  one  I ask  myself  each  time  I 
set  out  to  attend  a meeting  of  the  AM  A House, 
or  a TMA  House  meeting  or  a meeting  of  the 
Board  of  the  Nashville  Academy  of  Medicine — 
or  sit  me  down  to  write  an  editorial,  for  that 
matter.  The  only  practical  answer  I know  to  the 
question  that  goes,  “When  a tree  falls  in  the  for- 
est, is  there  any  noise  if  there  is  no  ear  to  hear 
it?”  is  that  there  certainly  is  no  noise  if  the  tree 
does  not  fall.  Who  knows  who  is  listening? 

One  of  medicine’s  biggest  problems  is  the  pro- 
pensity of  doctors  to  sit  in  their  quiet  offices  on 
that  cushion  of  apathy  and  pontificate  that  all  they 
want  is  to  be  left  alone  to  practice  medicine. 
Don’t  we  all!  But  what  has  that  attitude — the 
prevailing  one,  I would  add — gotten  us?  It  has 
gotten  us  Medicare,  PSRO,  HMO,  TEFRA, 
HCFA,  and  all  sorts  of  governmental  incursions 
into  a profession  (or  “trade,”  as  we  are  now  con- 
sidered— another  self-inflicted  wound)  that  is 
correctly  perceived  as  fragmented  and  incapable 
of  concerted  action  or  political  pressure. 

The  basic  unit  of  organized  medicine  is  the 
county  medical  society;  it  elects  and  sends  dele- 
gates to  the  AMA  House.  The  basic  unit  of  med- 
ical practice  is  for  the  most  part,  and  for  most  of 
us  has  become,  the  hospital  medical  staff,  with 
its  own  particular  set  of  problems.  It  was  recog- 
nition of  this  fact  that  prompted  formation  of  the 
AMA’s  Hospital  Medical  Staff  Section  by  the 
AMA  House  of  Delegates,  with  a recommenda- 
tion that  it  be  duplicated  at  the  state  level;  hence 
the  adoption  by  the  TMA  House  last  April  of 
the  amendment  to  the  Constitution  that  culmi- 
nated in  this  present  action.  It  is  simply  another 
channel  for  introducing  concerns  onto  the  floor 
of  the  TMA  House. 

It  is  a sad  commentary  on  our  fractiousness, 
but  more  people  are  members  of  medical  staffs 
than  of  their  county  societies.  Though  those  non- 
members have  excluded  themselves  from  active 
participation  at  higher  levels,  they  can  at  least 
have  a measure  of  influence — as  much  as  they 


can  engender — into  the  process  through  their 
delegate  to  the  Hospital  Medical  Staff  Section 
(who  must  be  an  AMA  and  TMA  member).  This 
is  more  influence  than  in  my  estimation  they  de- 
serve, but  if  it  serves  as  a unifying  influence,  let’s 
have  at  it. 

Though  I am  not  particularly  sanguine  about 
the  likelihood  that  the  house  of  medicine  will 
achieve  unity  by  any  means  or  on  any  topic,  since 
doctors  are  just  people,  and  as  individuals  are 
divided  by  as  many  issues  as  people  generally, 
nevertheless,  the  Hospital  Medical  Staff  Section 
is  one  more  avenue,  and  one  closer  to  home,  to 
air  the  concerns  of  doctors.  Support  your  newly 
formed  Hospital  Medical  Staff  Section.  Even 
better  (though  I realize  that  like  the  preacher  I’m 
threatening  the  wrong  crowd  with  hellfire)  join 
organized  medicine  at  all  levels  and  become  a 
participant  instead  of  simply  a spectator.  Sure,  it 
can  be  frustrating,  but  so  can  anything  else — even 
getting  out  the  Journal. 

J.B.T. 


Pathways  to  Practice 

One  of  the  issues  confronting  American  med- 
icine right  now  tends  to  get  lost  in  the  rush,  what 
with  professional  liability  problems  and  incur- 
sions by  various  agencies  into  the  practice  of 
medicine.  I am  speaking  of  problems  surround- 
ing the  foreign  medical  graduate  (FMG),  which 
may  or  may  not  be  of  interest  to  you,  though  it 
occupies  an  inordinate  amount  of  the  attention 
of  the  AMA  House  of  Delegates. 

Let  me  say  first  that  I hesitate  to  use  the  word 
problem  here,  or  even  the  term  FMG,  as  neither 
is  uniformly  perceived  by  either  the  FMGs  them- 
selves or  the  medical  profession  at  large.  Not 
everyone  recognizes  that  the  term  FMG  encom- 
passes not  only  foreign  nationals,  but  also  for- 
eign educated  United  States  citizens  of  both  U.S. 
and  foreign  birth.  When  most  of  us  speak  of 
FMGs,  though,  we  are  usually  thinking  of  the 
foreign  born  and  educated  doctor. 

Not  everyone  concerned  believes  there  is  a 
problem,  either.  Many  FMGs  in  all  categories 
have  been  absorbed  into  the  mainstream  of 
American  medicine  without  fanfare;  this  includes 
virtually  all  of  the  U.S.  born  nationals,  but  it  also 
includes  a considerable  percentage  of  foreign  na- 
tionals as  well.  A significant  number  of  FMGs  of 
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foreign  birth  are  officers  in  their  local  and  state 
medical  societies,  and  some  are  members  of  the 
House  of  Delegates,  both  in  Tennessee  and  in 
other  states,  as  well  as  of  the  AMA  House  of 
Delegates. 

Others  in  both  camps  perceive  problems  of 
varying  magnitude.  Some  in  the  medical  estab- 
lishment (meaning  those  who  are  graduates  of 
LOME  approved  medical  schools)  perceive  prob- 
lems of  individual  competence  in  some  instances 
(I  need  not  point  out  that  of  course  not  all  LOME 
accredited  graduates  are  equally  and  superbly 
competent,  either)  and  of  competition  (when 
things  get  tight,  the  first  victims  are  always  those 
who  are  “different”).  For  their  part,  many  FMGs 
believe  they  have  found  no  acceptance  and  have 
no  voice  in  American  medicine. 

As  a personal  aside,  I have  found  the  FMG, 
viewed  dispassionately  and  generically,  little  dif- 
ferent from  my  other  colleagues.  All  are  variably 
capable  and  competent,  and  equally  subject  to 
the  Peter  Principle.  As  with  their  non-FMG  col- 
leagues I find  some  more  acceptable  than  others, 
based  on  other  characteristics  than  their  origins 
or  their  “FMGness.”  As  usual,  the  bell-shaped 
curve  applies. 

In  times  of  a doctor  glut  such  as  we  now  have, 
and  with  severe  shortages  in  other  countries,  it 
makes  no  sense  to  import  doctors  of  foreign  ori- 
gin. At  the  same  time,  nationals  of  many  coun- 
tries are  subject  to  severe  oppression,  and  choose 
the  United  States,  perceived  as  the  land  of  the 
free  and  the  home  of  the  brave,  the  “golden 
door,”  so  to  speak,  as  their  haven.  Many  of  them 
have  suffered  much.  On  grounds  of  either  hu- 
manitarianism  or  Christian  charity  they  need  to 
be  afforded  whatever  succor  and  opportunity  we 
can  offer.  Increase  in  their  numbers  among  us  is 
presently  small. 

I have  found  that  there  is  great  confusion  about 
how  an  FMG — either  U.S.  or  foreign — can  enter 
the  system;  there  is  particular  confusion  over  the 
so-called  “Fifth  Pathway,”  especially  as  to  what, 
if  this  pathway  is  the  fifth,  the  other  four  are.  A 
report  from  the  AMA’s  Council  on  Medical  Ed- 
ucation (CME  Report  C,  1-86)  is  a clear  exposi- 
tion of  the  whole  matter,  since  though  it  is  enti- 
tled “The  Fifth  Pathway,”  it  is  in  fact  a complete 
review  of  the  means  of  entrance  of  the  FMG  into 
the  practice  of  medicine  in  the  United  States,  and 
their  utilization  of  it.  I therefore  include  it  in  this 
issue  of  the  Journal  for  your  information  and  ed- 
ification. 

As  doctors  face  growing  competition  for  pa- 


tients, additional  colleagues  of  any  sort  represent 
a threat  to  one’s  livelihood,  and  acceptance  of 
any  of  them,  let  alone  the  FMG  (who  though  he 
perhaps  should  be  considered  no  differently,  is) 
in  this  situation  can  be  a real  strain  on  humani- 
tarianism  and/or  Christian  charity.  As  I write  this 
it  is  going  on  Christmas-time;  you  will  read  it 
somewhere  around  St.  Valentine’s  Day.  I hope 
it  did  not  provide  too  cold  a blast  onto  the  feel- 
ings of  expansiveness  and  munificence  those  spe- 
cial times  engendered,  and  so  quench  your  flame. 
If  so,  just  button  up  and  bear  up,  and  expect 
added  stars  in  your  crown. 


J.B.T. 


Birthing  Blight 

If  there  is  any  satisfaction  at  all  to  be  found  in 
the  gloom  of  today’s  medical  practice  climate,  it 
is  to  watch  the  fog  (too  infrequently)  roll  out  from 
our  morass  and  spill  over  onto  the  general  pub- 
lic. Though  it  is  small  comfort  indeed,  it  is  some. 
I take  no  delight  otherwise  in  Dr.  Fredia  Wad- 
ley’s  report  from  the  Tennessee  Department  of 
Health  and  Environment,  carried  elsewhere  in 
this  issue  of  the  Journal,  documenting  the  local 
manifestation  of  a phenomenon  already  wide- 
spread in  other  parts  of  the  country,  notably 
Florida. 

There  is  nothing  edifying,  of  course,  in  ob- 
serving the  compounding  of  human  misery,  which 
is  what  Dr.  Wadley’s  report  is  about,  but  drastic 
means  are  often  required  for  a cure.  It  has  long 
been  the  perception  of  doctors  generally  that  only 
when  the  situation  got  bad  enough  would  legis- 
latures be  moved  to  get  off  their  status  quos  and 
remedy  the  defects  in  the  tort  system.  Now  those 
defects  have  resulted  in  restriction  of  medical 
services  to  a large  segment  of  the  population,  the 
one  to  which  the  pregnant  woman  belongs.  To 
coin  a phrase,  Hell  hath  no  fury  like  a woman 
scorned.  The  legislature  just  might  pay  attention 
to  them. 

As  the  government,  both  federal  and  other- 
wise, has  discovered  through  tireless  investiga- 
tion and  tinkering  with  the  system,  there  are  all 
sorts  of  ways  to  harass  doctors  and  regulate  the 
way  we  practice  medicine.  I believe  there  is  no 
way,  though,  that  they  can  make  a doctor  deliver 
a baby  if  he  doesn’t  want  to.  I suppose  in  the 
worst  case  scenario  (a  term  I detest)  they  could 
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banish  him  to  the  Denali  Wilderness,  but  we  have 
not  yet  reached  that  barbarous  totalitarian  situa- 
tion in  this  country.  By  the  same  token,  it  would 
be  hard  for  the  authorities  to  revoke  a hospital’s 
license  simply  because  the  hospital  did  not  deem 
it  feasible  to  maintain  an  obstetrical  service — 
though  of  course  they  might  do  that,  too. 

Dr.  Wadley  comments  that  the  most  impor- 
tant concern  is  how  to  entreat  doctors  and  hos- 
pitals to  continue  providing  obstetrical  services. 
I'm  sure  that  Dr.  Wadley,  like  the  rest  of  us  docs, 
knows  it's  real  easy;  she  is  just  being  coy.  Con- 
vincing the  legislature  is  the  meat  of  the  matter. 
Failure  of  a legislator  or  so  to  find  a doctor  to 
deliver  his  first  grandbaby  might  help. 

The  cry  of  “sue  the  bastard''  rings  too  loud 
and  clear  in  the  obstetricians’  ears;  humanitari- 
anism  falters  under  the  threat  of  losing  house  and 
home. 

J.B.T. 


Thomas  Keith  Beene,  age  48.  Died  December  7,  1986. 
Graduate  of  University  of  Arkansas  School  of  Medi- 
cine. Member  of  Knoxville  Academy  of  Medicine. 


Robert  S.  Cowles,  Jr.,  age  61.  Died  December  4,  1986. 
Graduate  of  University  of  Tennessee  College  of  Med- 
icine. Member  of  Greene  County  Medical  Society. 

Earl  Dorris,  age  85.  Died  October  12,  1986.  Graduate 
of  Vanderbilt  University  School  of  Medicine.  Member 
of  Nashville  Academy  of  Medicine. 

Walter  S.  E.  Hardy,  Jr.,  age  66.  Died  November  28, 
1986.  Graduate  of  Meharry  Medical  College.  Member 
of  Knoxville  Academy  of  Medicine. 

Embry  A.  McKee,  age  48.  Died  November  23,  1986. 
Graduate  of  University  of  Tennessee  College  of  Med- 
icine. Member  of  Nashville  Academy  of  Medicine. 

Gerald  I.  Plitman,  age  61.  Died  December  18,  1986. 
Graduate  of  Vanderbilt  University  School  of  Medi- 
cine. Member  of  Memphis-Shelby  County  Medical  So- 
ciety. 

Henry  C.  Smith,  age  85.  Died  October  26,  1986. 
Graduate  of  Vanderbilt  University  School  of  Medi- 
cine. Member  of  Nashville  Academy  of  Medicine. 

George  Walker  Sommers,  Jr.,  age  56.  Died  November 
20,  1986.  Graduate  of  University  of  Virginia  School  of 
Medicine.  Member  of  Lakeway  Medical  Society. 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Nineteen  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during 
November  1986. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

George  F.  Bale,  M.D.,  Memphis 
Larry  C.  Collins,  M.D.,  Cleveland 
George  L.  Eckles,  M.D. , Winchester 
Joseph  H.  Fishbein,  M.D.,  Nashville 
James  W.  Giles,  M.D.,  La  Follette 
Steve  A.  Hyman,  M.D.,  Nashville 
Sarma  R.  Kunda,  M.D.,  Chattanooga 
Joseph  C.  Lougheed,  M.D.,  Memphis 
Rogelio  D.  Martinez,  M.D.,  Nashville 
Douglas  O.  Olsen,  M.D.,  Brentwood 
Kelly  Patterson,  M.D.,  Memphis 
Diane  J.  Pincus,  M.D.,  Antioch 
Bill  S.  Portis , M.D.,  Huntingdon 
Jack  B.  Pruett,  M.D.,  McMinnville 
W.  Scott  West,  M.D.,  Nashville 
Lester  E.  Williams,  M.D.,  Nashville 
Clarence  C.  Woodcock,  Jr.,  M.D.,  Nashville 
Richard  L.  Wooten,  M.D.,  Memphis 
Robert  R.  Yarbrough,  M.D.,  Memphis 


ncui  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

COCKE  COUNTY  MEDICAL  SOCIETY 

Steven  Gore,  M.D.,  Parrottsville 

CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

W.  Rees  Buttram,  M.D.,  Chattanooga 
Christopher  S.  Copeland,  M.D.,  Chattanooga 
Patricia  A.  Green,  M.D.,  Chattanooga 
A.  Lee  Solomon,  M.D.,  Chattanooga 
Dennis  J.  Stapleton,  M.D. , Chattanooga 
Steven  B.  Stubblefield,  M.D.,  Chattanooga 
Carl  D.  Yates,  M.D.,  Chattanooga 

NORTHWEST  TENNESSEE 
ACADEMY  OF  MEDICINE 

Lee  Harris,  M.D.,  Dyersburg 
Thomas  E.  Boston,  M.D.,  Dyersburg 
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RUTHERFORD  COUNTY/STONES  RIVER 
ACADEMY  OF  MEDICINE 

Marvin  Lewis,  M.D.,  Murfreesboro 
Stanley  Paul  Mullen,  M.D.,  Murfreesboro 

SULLIVAN  COUNTY  MEDICAL  SOCIETY 

R.  Alan  Davis,  M.D.,  Bristol 

SUMNER  COUNTY  MEDICAL  SOCIETY 

Robert  E.  McDaniel,  M.D.,  Gallatin 

WILLIAMSON  COUNTY  MEDICAL  SOCIETY 

Mary  McCormick,  M.D.,  Franklin 


pcf/ofKil  ncui/ 


Robert  P.  Christopher,  M.D.,  professor  and  chief  of 
the  Division  of  Rehabilitation  at  the  University  of 
Tennessee  at  Memphis,  has  been  named  president  of 
the  American  Academy  for  Cerebral  Palsy  and  Devel- 
opmental Medicine. 

Charles  D.  Huffman,  M.D.,  Hendersonville,  has  re- 
ceived the  Tennessee  Public  Health  Association’s  first 
Alex  B.  Shipley  Award,  recognizing  his  outstanding 
contributions  to  public  health. 

Peter  Reardon,  M.D.,  Greeneville,  has  been  certified 
as  a Diplomate  of  the  American  Board  of  Obstetrics 
and  Gynecology. 

Joe  S.  Smith,  M.D.,  Knoxville,  has  been  elected  a Fel- 
low of  the  American  College  of  Cardiology. 

Willian  N.  Smith,  M.D.,  New  Tazewell,  has  received 
the  Tennessee  Hospital  Association’s  Meritorious 
Service  Award,  recognizing  his  many  years  of  com- 
munity and  public  service. 

The  following  TMA  members  have  been  elected  Fel- 
lows of  the  American  College  of  Surgeons:  William  D. 
Bowers,  M.D.,  Jack  P.  Byrd,  M.D.,  John  Stephen 
McNulty,  M.D.,  all  of  Cleveland;  and  Richard  L. 
Schultz,  M.D.,  Oak  Ridge. 


announcement/ 


CALENDAR  OF  MEETINGS 

NATIONAL 

March  7-13  International  Academy  of  Pathology,  United 
States-Canadian  Division — Palmer  House, 
Chicago 

March  8-12  American  College  of  Cardiology — New  Or- 
leans 

March  9-12  American  College  of  Emergency  Physi- 
cians— Loews  Ventana  Canyon  Resort, 
Tucson,  Ariz. 


March  11-14  American  Cleft  Palate  Association — San 
Antonio,  Tex. 

March  14-18  Congress  of  the  International  Anesthesia 
Research  Society — Buena  Vista  Palace,  Lake 
Buena  Vista,  Fla. 

March  15-19  American  Association  for  Pediatric  Oph- 
thalmology and  Strabismus — Scottsdale, 
Ariz. 

March  16-18  Southeastern  Surgical  Congress — Atlanta 

March  19-22  Society  for  Adolescent  Medicine — Seattle 

March  22-25  Society  of  Air  Force  Physicians/American 
College  of  Physicians — Fairmont  Hotel,  New 
Orleans 

March  25-28  American  Society  for  Clinical  Pharmacology 
and  Therapeutics — Marriott’s  Orlando  World 
Center,  Orlando,  Fla. 

March  25-29  American  Orthopsychiatric  Association — 
Washington  Hilton,  Washington,  D.C. 

March  26-29  American  Holistic  Medical  Association — 
Marriott  Hotel/Sea-Tac,  Seattle 

March  26-29  American  Psychosomatic  Society — Sheraton 
Society  Hill,  Philadelphia 

March  28-  American  Society  of  Clinical  Pathologists — 

April  2 San  Francisco  Hilton 

March  28-  College  of  American  Pathologists — San 

April  2 Francisco  Hilton 

March  29-  American  Association  of  Immunologists — 

April  3 Washington,  D.C. 

March  29-  American  Association  of  Pathologists — 

April  3 Washington,  D.C. 

April  2-7  American  College  of  Physicians — New  Or- 

leans 

April  3-5  International  College  of  Surgeons,  United 

States  Section — Sheraton  Washington, 
Washington,  D.C. 

April  4-8  American  Society  of  Abdominal  Surgeons — 

National  Study  Center  for  CME,  Tampa, 
Fla. 

April  6-8  American  Association  for  Thoracic  Sur- 

gery— Chicago 

April  11-13  American  Society  for  Laser  Medicine  and 
Surgery — Hyatt  Regency  Embarcadero,  San 
Francisco 

April  19-24  American  Fracture  Association — Chicago 

April  23-27  American  Medical  Society  on  Alcoholism 
and  Other  Drug  Dependencies — Stouffer’s, 
Cleveland 

April  25-26  American  Laryngological  Association — 
Fairmont,  Denver 

April  25-May  1 American  Occupational  Medical  Associa- 
tion— Wyndhain  Franklin  Plaza,  Philadel- 
phia 

April  27-28  American  Broncho-Esophagological  Asso- 

ciation—Denver 

April  27-30  American  College  of  Obstetricians  and 
Gynecologists — Las  Vegas 

April  27-30  Southwestern  Surgical  Congress — Corona- 
do, Calif. 

April  27-May  1 Ambulatory  Pediatric  Association — Ana- 
heim, Calif. 

April  27-May  1 Society  for  Pediatric  Research — Anaheim, 
Calif. 

April  28-30  American  Laryngological,  Rhinological,  and 

Otological  Society — Denver 

April  28-30  American  Society  for  Head  and  Neck  Sur- 
gery— Fairmont,  Denver 

April  29-May  2 American  Burn  Association — Washington, 
D.C. 

April  30-May  3 American  Association  for  the  History  of 
Medicine — Philadelphia 

April  30-May  3 Christian  Medical  Society — International 
Hotel,  New  Orleans 
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The  Lupus  Anticoagulant 

RONALD  H.  LANDS,  M.D. 


Introduction 

The  lupus  anticoagulant  (LA)  is  an  antibody, 
usually  of  the  IgG  class,  believed  to  be  directed 
against  the  phospholipid  component  of  the 
prothrombinase  complex.  It  is  so  named  because 
of  its  historical  association  with  systemic  lupus 
erythematosus  (SLE),  but  it  is  now  known  to  be 
associated  with  a variety  of  other  clinical  disor- 
ders. I will  present  a case  seen  recently  at  the 
University  of  Tennessee  Center  for  Health  Sci- 
ences, and  review  the  incidence,  diagnosis,  and 
pathophysiology  of  this  disorder. 

Case  Report 

A 33-year-old  white  male  truck  driver  complained  of  pain 
in  his  posterior  calf  that  had  first  occurred  six  to  eight  weeks 
earlier.  The  pain  was  associated  with  progressive  swelling  over 
the  next  few  weeks.  He  came  to  the  Veteran's  Administra- 
tion Medical  Center  when  the  pain  and  swelling  extended  into 
his  thigh.  He  had  noted  coincidentally  over  this  same  period 
at  least  one  episode  of  pleuritic  chest  pain  that  was  associated 
with  a sensation  of  breathlessness. 

He  was  treated  for  a presumed  true-positive  VDRL  six 
months  prior  to  this  admission,  and  had  been  admitted  to  the 
surgery  service  in  1985  for  left  upper  quadrant  pain  that  was 
ultimately  diagnosed  as  costochondritis;  this  resolved  spon- 
taneously. His  FANA  and  VDRL  were  both  found  to  be  pos- 
itive on  that  admission,  and  his  coagulation  studies  were  nor- 
mal at  that  time. 

Physical  examination  on  admission  revealed  a healthy  ap- 
pearing man  with  a palpable  spleen  tip,  and  a right  thigh  that 
was  3 cm  larger  in  circumference  than  the  left.  There  were 
no  joint  deformities,  effusions,  or  skin  rashes. 


From  the  Department  of  Medicine,  Hematology  Section,  Univer- 
sity of  Tennessee  College  of  Medicine,  Memphis. 

Reprint  requests  to  Department  of  Medicine,  Hematology  Sec- 
tion, University  of  Tennessee  College  of  Medicine,  956  Court  Ave., 
Memphis,  TN  38163  (Dr.  Lands). 


The  admission  complete  blood  cell  count  was  normal  ex- 
cept for  a platelet  count  of  82,000/cu  mm.  The  chest  x-ray 
showed  an  elevated  left  hemidiaphragm  and  blunting  of  the 
left  costophrenic  angle.  A venogram  of  the  right  leg  showed 
occlusion  of  the  right  superficial  femoral  vein. 

Coagulation  studies  were  ordered  in  preparation  for  anti- 
coagulation. The  patient's  prothrombin  time  (PT)  prior  to 
anticoagulation  was  14.3  seconds  (normal  11.0  to  13.5).  The 
partial  thromboplastin  time  (PTT)  was  prolonged  at  149.7 
seconds  (normal  30  to  93.6).  A mixture  of  patient  and  control 
plasma  revealed  a persistent  abnormality  with  a PT  of  14.5 
seconds  and  a PTT  of  116.6  seconds.  The  thrombin  time  (TT) 
was  14.1  seconds  (normal  14.3  to  17.1).  Thromboplastin  di- 
lution assay  was  compatible  with  LA. 

He  was  diagnosed  at  this  point  as  having  a deep  venous 
thrombosis  due  to  LA. 

Discussion 

Although  it  shares  part  of  its  name  with  sys- 
temic lupus  erythematosus,  this  is  not  a prereq- 
uisite for  acquiring  lupus  anticoagulant.  Printed 
estimates  of  the  incidence  of  LA  vary,  but  it  is 
generally  accepted  as  the  most  common  circulat- 
ing anticoagulant  diagnosed.  It  may  be  present  in 
as  many  as  5%  to  10%  of  all  patients  diagnosed 
as  having  SLE.  In  one  large  restrospective  re- 
view of  a 20-year  collection  of  patients  with  cir- 
culating anticoagulants,  70%  were  of  the  lupus 
variety.  Of  this  group,  half  had  SLE  and  the  oth- 
er half  had  some  other  disorder.1  The  LA  has 
been  associated  with  a variety  of  drugs,  such  as 
chlorpromazine  and  procainamide.2  It  has  oc- 
curred in  a multitude  of  chronic  inflammatory 
diseases  and  malignancies.1  It  has  most  recently 
been  associated  with  the  occurrence  of  Pneumo- 
cystis pneumonia  in  patients  with  AIDS,  and  it 
has  been  documented  to  reverse  with  the  suc- 
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cessful  treatment  of  this  infection.3  It  is,  there- 
fore, an  acquired  disorder,  and  in  many  cases,  it 
is  reversible. 

The  discovery  of  LA  is  usually  a consequence 
of  abnormalities  noted  in  the  activated  partial 
thromboplastin  time  (APTT),  since  this  test  is  the 
most  likely  to  be  abnormal.  The  PT  is  either  nor- 
mal or  slightly  prolonged,  and  the  TT  is  normal. 
By  mixing  the  patient  plasma  with  an  equal 
amount  of  normal  plasma  and  documenting  the 
persistence  of  the  coagulation  abnormality,  the 
presence  of  an  inhibitor  can  be  established.  Ac- 
quired inhibitors  of  coagulation  that  must  be  dif- 
ferentiated from  LA  include  inactivators  of  fac- 
tor VIII,  factor  IX,  factor  V,  and  inhibitors  of 
fibrinogen  and  fibrin  stabilization. 

To  separate  LA  from  the  other  possible  caus- 
es of  an  acquired  circulating  anticoagulant,  the 
dilute  thromboplastin  test  is  used.  This  test  ex- 
ploits the  observation  that  exponential  decreases 
in  the  concentration  of  thromboplastin  added  to 
the  patient's  platelet  poor  plasma  causes  relative- 
ly longer  clotting  times  than  the  same  concentra- 
tion of  thromboplastin  in  normal  control  plasma. 
The  diagnosis  of  LA  is  one  that  can  be  made  with 
relative  certainty. 

The  importance  of  this  diagnosis  lies  not  in  its 
relationship  to  the  logical  consequences  of  anti- 
coagulation but  to  the  paradoxic  thrombotic  risks 
that  are  associated  with  it.  In  a series  made  up 
of  patients  with  SLE  without  LA  compared  to  a 
group  of  patients  with  both  SLE  and  LA,  the  rel- 
ative risk  of  a patient  with  LA  developing  a ven- 
ous thrombosis  was  13.7%  per  year.  The  relative 
risk  for  the  development  of  an  arterial  thrombo- 
sis was  6.7%.  The  risk  in  patients  with  SLE  alone 
was  1.7%  and  1.2%  respectively.4 

Most  of  the  thrombotic  events  involve  the  deep 
venous  system  of  the  legs.  Arterial  events  usually 
involve  the  cerebral  vasculature.4-5  Small  vessels 
are  also  involved,  as  evidenced  in  patients  with 
SLE  and  LA  who  have  been  documented  to  have 
more  extensive  microthrombi  in  their  renal  biop- 
sies than  patients  with  SLE  without  the  antico- 
agulant.4 

No  series  has  found  bleeding  to  be  a signifi- 
cant complication  if  LA  is  the  only  coagulation 
abnormality.  If  bleeding  has  occurred,  it  has  al- 
ways been  associated  with  severe  thrombocyto- 
penia, a qualitative  platelet  dysfunction,  hypo- 
prothrombinemia  or  some  other  additional 
hemostatic  dysfunction.2  Major  abdominal  and 
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cardiac  surgery  has  been  performed  in  these  pa- 
tients without  complications,6  and  renal  biopsy 
has  been  performed  without  excess  bleeding.4 

Any  understanding  of  LA  and  its  relationship 
to  thrombosis  will  have  to  explain  the  generally 
lower  platelet  counts  and  the  increased  frequen- 
cy of  false-positive  VDRLs  that  have  come  to  be 
associated  with  this  syndrome;  70%  to  80%  of  all 
patients  with  LA  will  have  platelet  counts  under 
120,000/cu  mm  at  the  time  of  diagnosis. 4-7-8  In  a 
direct  comparison  of  patients  with  SLE  without 
LA,  65%  had  platelet  counts  of  more  than 
200,000/cu  mm  at  the  time  of  diagnosis.4  The  in- 
cidence of  the  false-positive  VDRL  is  about  45% 
in  patients  with  LA,8  as  compared  to  a reported 
incidence  of  only  12%  to  20%  in  patients  with 
SLE  without  LA. 

Recently,  the  development  of  a radio-immu- 
noassay (RIA)  for  the  anticardiolipin  antibody 
has  contributed  new  insight  into  the  pathophys- 
iology of  this  disorder.  This  antibody  is  directed 
against  a phospholipid  found  in  cardiac  muscle, 
which  is  the  same  phospholipid  that  reacts  with 
the  Wassermann  antibody  which  is  the  functional 
basis  of  the  VDRL  test  for  syphilis.  The  pres- 
ence of  this  antibody  has  now  been  documented 
to  have  a statistical  relationship  to  the  presence 
of  thrombocytopenia  in  patients  with  SLE,  as  well 
as  patients  with  immune  thrombocytopenia.9  It 
probably  also  explains  the  inordinate  frequency 
of  false-positive  VDRLs  that  occur  in  this  syn- 
drome. 

The  exact  role  of  the  antiphospholipid  anti- 
body in  the  mechanism  of  thrombocytopenia  and 
thrombosis  remains  elusive.  Cross  reactivity  of 
one  antibody  with  one  or  more  phospholipids  has 
been  observed.10  Antibodies  specific  to  phospho- 
lipids known  to  be  located  in  high  concentration 
on  the  platelet  membrane  cannot  be  demonstrat- 
ed to  bind  there  in  vitro.10 

An  antibody  theoretically  may  interfere  with 
phospholipid  function  at  sites  other  than  the 
platelet  membrane.  Antibodies  that  inhibit  the 
synthesis  of  prostacyclin  have  been  demonstrated 
to  possess  the  anticoagulant  activity  in  a patient 
with  LA  and  recurrent  abortions.11  The  implica- 
tion is  that  the  antibody  may  interfere  with  the 
endothelial  production  of  prostacyclin  by  hind- 
ering the  construction  of  arachadonic  acid  from 
tissue  derived  phospholipids. 

A discussion  of  the  treatment  for  this  syn- 
drome is  always  overshadowed  by  the  urgency 
contributed  by  the  presence  of  a clot.  Anticoag- 
ulation with  heparin  for  the  short  term  is  the 
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generally  accepted  treatment  for  the  patient  with 
an  active  clot.  The  appropriate  dose  of  heparin 
is  an  empiric  decision  since  the  APTT  is  abnor- 
mal by  definition  prior  to  treatment.  The  only 
review  to  address  the  issue  found  that  at  a dose 
of  1,000  units  per  hour  by  continuous  infusion, 
there  were  no  bleeding  complications  and  no  new 
thrombi  formed.7 

Treatment  of  the  patient  recovering  from 
thrombosis  should  involve  removal  of  any  agent 
or  treatment  of  any  underlying  disorder  that  is 
associated  with  the  formation  of  LA.  Considera- 
tion should  be  given  to  oral  anticoagulation  in 
the  patient  with  this  anticoagulant  and  recurrent 
thrombosis,  but  there  are  no  studies  definitively 
addressing  this  issue. 

The  treatment  of  patients  with  spontaneously 
occurring  LA  without  a history  of  inappropriate 
clotting  is  much  more  problematic.  The  use  of 
immunosuppressive  drugs  in  some  series  does  not 
alter  the  clotting  studies  or  prevent  the  forma- 
tion of  clots.8  In  other  series,  the  laboratory  evi- 
dence of  the  anticoagulant  disappears,  and  with 
it  the  propensity  for  clotting.4  The  only  situation 
in  which  immunosuppression  seems  to  be  clearly 
beneficial  is  in  the  pregnant  woman  with  LA; 
there  is  evidence  that  prednisone  and  aspirin  may 
decrease  the  incidence  of  fetal  wastage  in  this 
subset  of  patients.12 

In  summary,  this  is  a syndrome  that  is  defined 
by  the  presence  of  abnormalities  in  the  phospho- 


lipid dependent  coagulation  tests  such  as  the 
APTT.  In  spite  of  the  prolonged  coagulation 
times,  it  is  not  associated  with  abnormal  bleed- 
ing, and  in  fact,  it  is  associated  with  a paradoxic 
risk  of  thrombosis.  Its  pathophysiology  is  intri- 
cately related  to  the  interaction  of  antibodies  and 
phospholipids  at  a site,  and  in  a way  that  has  yet 
to  be  determined.  It  is  to  be  hoped  that  infor- 
mation derived  from  the  investigation  of  this  in- 
teraction will  delineate  a more  sophisticated 
method  of  treatment.  r ^ 
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RULING  AFFECTS  ADJUDICATION  OF  DISABILITY  CLAIMS 

The  settlement  of  a class-action  lawsuit  against  the  Social  Security  Administation  and  the  Tennes- 
see Disability  Determination  Section  (the  agency  responsible  for  processing  Social  Security  Disability 
Claims  for  Tennessee  residents)  has  resulted  in  significant  changes  in  the  adjudication  of  disability 
claims.  The  August  20,  1986  ruling  of  the  U.S.  District  Court  for  the  Western  District  of  Tennessee 
states  that  greater  weight  should  be  given  to  the  medical  evidence  provided  by  the  treating  physician. 
This  means  that  the  evidence  from  the  treating  physician  will  have  greater  impact  in  rendering  the 
disability  decision. 

There  are  two  changes  required  by  this  decision  that  may  significantly  affect  the  role  of  the  treating 
physicians  in  the  adjudication  of  disability  claims.  First,  the  Disability  Determination  Section  will 
include  a Medical  Assessment  Form  with  all  requests  for  medical  information.  This  form,  to  be  com- 
pleted by  the  treating  physician,  provides  the  source  an  opportunity  to  express  how  the  impairment(s) 
restricts  the  patient’s  work-related  activities.  Second,  if  it  is  determined  that  a special  examination  or 
ancillary  studies  are  needed,  the  treating  physician  will  be  given  the  opportunity  to  perform  the  ex- 
amination or  studies.  These  changes  are  expected  to  result  in  more  equitable  decisions. 

The  DDS  Professional  Relations  staff  is  available  to  speak  at  medical  society  meetings  to  provide 
further  information  about  the  effects  of  this  ruling.  If  interested  in  more  details,  please  call  1-800-342- 
1117,  ext.  6531  or  if  calling  in  the  local  Nashville  area,  741-6531  and  ask  for  Ed  Anderson. 
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Treatment  of  a Complex  Hepatic  Injury 


KERMIT  LOWRY,  JR.,  M.D.;  DAVID  N.  GWALTNEY,  M.D.; 
FRANK  S.  BLANTON,  JR.,  M.D.;  and  L.  DOW  STRADER,  JR.,  M.D. 


Introduction 

Treatment  of  complex  hepatic  injuries  re- 
quires appropriate  preoperative  support  and  eval- 
uation, utilization  of  challenging  surgical  maneu- 
vers, and  consideration  and  correction  of  severe 
complicating  physiological  derangement.  When 
there  is  significant  intrahepatic  vascular  injury  and 
hemorrhage,  the  mortality  exceeds  50%. 

Case  Report 

A 20-year-old  white  male  motorcycle  rider  who  collided 
with  a truck  was  immediately  transported  to  the  emergency 
room,  hypotensive  and  in  respiratory  distress,  where  nasal 
02,  intravenous  (IV)  fluids,  MAST  trousers,  and  a right  tho- 
racotomy tube  were  provided,  and  a Foley  catheter  inserted. 
Rapid  infusion  of  crystalloid  restored  blood  pressure.  Intra- 
venous cefoxitin  sodium  (Mefoxin)  was  given. 

General  survey  revealed  minor  cutusions  and  abrasions,  a 
laceration  of  the  right  leg,  contusion  of  the  right  postero- 
lateral chest,  rib  fractures  and  a treated  pneumothorax  on  the 
right,  and  a distended,  tender  abdomen. 

CT  scan  with  enhancement  demonstrated  liver  contusion 
and  laceration  with  a large  collection  of  blood  about  the  liv- 
er, normal  bilateral  renal  function,  possible  subcapsular  he- 
matoma of  the  spleen,  and  no  evidence  of  major  vascular 
injury. 

At  laparotomy,  the  only  injury  found  was  a liver  lacera- 
tion involving  the  right  anatomical  lobe  and  coursing  oblique- 
ly through  the  anteroinferior  and  posterosuperior  segments. 
The  vena  cava  was  not  injured.  Multiple  blood  vessels  and 
bile  ducts  visible  on  the  surface  were  occluded  with  metal 
clips.  Bimanual  pressure,  and  the  Pringle  maneuver  ( <20  min/ 
episode)  were  utilized  with  continued  efforts  to  control  sur- 
face hemorrhage,  but  there  were  recurrent  episodes  of  hy- 
potension despite  IV  infusion  of  crystalloid,  whole  blood,  fresh 
frozen  plasma,  and  platelet  packs.  The  gallbladder  was  re- 
moved, and  the  anterosuperior  portion  of  the  right  lobe  re- 
moved by  finger  fracture  to  reduce  the  bleeding  surface.  A 
metal  clip  was  placed  to  occlude  the  right  hepatic  artery. 

There  was  failure  of  clotting  (“dilutional  coagulopathy”) 
at  this  stage,  and  the  decision  was  made  to  pack  the  liver 
surface  with  laparotomy  packs  (six),  and  close  the  abdomen 
under  pressure.  The  patient  had  received  22  units  of  whole 
blood,  and  an  IV  total  of  25,000  cc.  Urine  output  had  been 
continuous  and  adequate. 

The  patient  stabilized  in  the  intensive  care  unit  on  a res- 
pirator with  C-Pap  and  PEEP;  serial  H&H  determinations; 
fluid  resuscitation  as  determined  by  monitoring  of  CVP,  and 
pulmonary  wedge  pressures;  restoration  of  platelet  counts,  PT, 
and  PTT  with  platelet  packs  and  fresh  frozen  plasma;  and 


From  the  Trauma  Service,  Bristol  Memorial  Hospital,  Bristol, 
Term. 

Reprint  requests  to  350  Blountville  Hwy.,  Suite  201,  Bristol,  TN 
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appropriate  antibiotic  coverage. 

Reexploration  was  accomplished  uneventfully  16  hours 
after  completion  of  the  first  procedure,  with  removal  of  the 
packs,  debridement  of  the  liver,  positioning  of  a viable 
omental  pack,  and  drainage  of  the  liver  area  through  the  pos- 
terior gutter  on  the  right. 

The  patient's  postoperative  course  was  amazingly  un- 
eventful, and  he  was  discharged  from  the  hospital  after  23 
days. 

Discussion 

The  basis  of  successful  treatment  of  trauma 
victims  is  early  attention  to  respiratory  and  cir- 
culatory status.  All  measures  should  be  initiated 
to  achieve  rapid  stabilization  so  that  early  evalu- 
ation of  injuries  can  be  accomplished.  CT  scan 
gives  the  best  information  on  intra-abdominal  in- 
juries resulting  from  blunt  abdominal  trauma. 

At  laparotomy,  simple  liver  injuries  are  treat- 
ed with  suture  and  drainage.1  More  complex  liv- 
er injuries,  however,  may  require  bimanual  pres- 
sure,12 control  of  hemorrhage  or  bile  leak,1-2 
Pringle  maneuver,3  hepatic  artery  occlusion,4 
hepatectomy  or  hepatotomy,2-5  and/or  viable 
omental  packs.6  Appropriate  antibiotic  usage  and 
adequate  drainage  is  required. 

Coagulopathy  associated  with  massive  IV 
therapy  for  treatment  of  intra-abdominal  hem- 
orrhage may  require  insertion  of  intra-abdominal 
laparotomy  packs,  and  closure  of  the  abdomen 
under  pressure.1-5 7 Correction  of  the  coagulopa- 
thy with  blood,  platelet  packs  and  fresh  frozen 
plasma  must  be  effected,  with  subsequent  reex- 
ploration (in  12  to  24  hours)  for  removal  of  the 
packs.8  r .A 
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Hematuria , Flank  Pain , Allergy  to 
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A patient’s  presenting  complaints  and  history 
naturally  influence  the  differential  diagnosis  and 
subsequent  hospital  course  chosen  by  the  physi- 
cian. What  appears  to  represent  a discrete  symp- 
tom complex  may  actually  reflect  a cleverly 
planned  deception.  Such  is  the  case  in  an  individ- 
ual with  chronic  factitious  disorder  with  physical 
symptoms  also  known  as  Munchausen  syn- 
drome.1 We  describe  such  a patient  with  the  triad 
of  hematuria,  flank  pain,  and  allergy  to  intrave- 
nous pyelogram  (IVP)  dye. 

Case  Report 

A 25-year-old  female  unemployed  graduate  nurse  was  re- 
ferred by  her  endocrinologist  in  a distant  state  for  evaluation 
of  secondary  amenorrhea  for  six  years.  Independent  evalua- 
tions by  an  endocrinologist  and  by  a gynecologist  were  unre- 
vealing. The  patient  denied  menstrual  bleeding  after  admin- 
istration of  medroxyprogesterone  alone  or  with  a month  of 
estrogen  priming.  Such  findings  w'ere  unusual,  since  a hyster- 
osalpingogram  showed  a normal  uterine  cavity,  and  uterine 
biopsy  revealed  proliferative  endometrium. 

Her  past  medical  history  was  notable  for  multiple  admis- 
sions to  hospitals  in  at  least  tw'o  different  states  for  fever  of 
undetermined  etiology.  Cultures  were  negative  on  many  oc- 
casions, except  for  one  instance  of  a Streptococcus  faecalis 
bladder  infection.  She  stated  she  often  grew  weary  of  the  ex- 
tensive negative  evaluations  and  would  leave  the  hospital  re- 
fusing further  studies.  Perhaps  most  significant  was  her  past 
history  of  recurrent  hematuria  and  flank  pain.  Evaluation  of 
this  problem  was  always  unrevealing,  except  for  one  occasion 
when  she  reportedly  passed  a calcium  oxalate  renal  stone. 
However,  diagnostic  studies  were  always  limited  by  an  al- 
leged allergy  to  IVP  dye,  which  she  stated  caused  her  throat 
to  swell.  Eventually,  the  recurrence  of  her  symptoms  resulted 
in  the  tentative  diagnosis  of  loin  pain-hematuria  syndrome2 
for  which  she  was  treated  with  coumadin. 

On  her  current  admission,  she  had  hematuria  and  mod- 
erate left  flank  pain.  Prothrombin  time  was  prolonged  to  three 
times  normal.  Complete  blood  cell  count  and  platelet  count 
were  normal.  Initial  evaluation  focused  on  the  reason  for  re- 
ferral (i.e. . amenorrhea).  Prolactin  was  minimally  elevated  at 
21  ng/ml  (normal,  <15  ng/ml),  but  it  was  normal  at  12  ng/ml 
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when  the  phenothiazine-antiemetic,  w'hich  she  had  been  tak- 
ing at  home  for  nausea  associated  with  her  flank  pain,  w'as 
withheld  for  24  hours.  Estradiol  was  high  at  218  pg/ml.  a lev- 
el seen  in  the  late  follicular  phase.  She  was  given  100  p.g  of 
gonadotropin-releasing  hormone  (GnRH)  intravenously. 
Baseline  FSH  was  14  mlU/ml.  normal  for  the  follicular  phase 
(3  to  15  mlU/ml).  but  LH  w'as  elevated  at  27  mlU/ml  (normal 
8 to  25  mlU/ml).  FSH  rose  normally  to  20,  23  and  21  mlU/ 
ml  at  20.  40  and  60  minutes  after  GnRH  injection,  respec- 
tively. However.  LH  rose  excessively  to  more  than  50  mlU/ 
ml  at  every  time  point.  These  results  are  suggestive  of  im- 
pending ovulation,  but  also  are  consistent  with  polycystic 
ovarian  syndrome.  The  only  reasons  for  her  not  to  have  men- 
strual withdrawal  bleeding  after  medroxyprogesterone  are  that 
she  did  not  take  the  medicine  or  that  she  denied  the  bleed- 
ing. 

As  her  endocrinologic  evaluation  neared  completion  and 
discharge  was  anticipated,  she  complained  of  increased  left 
Hank  pain  and  hematuria.  She  stated  that  her  pain  was  se- 
vere, and  it  required  frequent  administration  of  parenteral 
meperidine.  A KUB  x-ray  showed  no  calcified  calculi,  and 
ultrasound  examination  show'ed  no  obstruction  to  the  ure- 
teral collecting  system.  The  patient  refused  an  IVP  due  to  her 
alleged  allergy  to  the  dye.  However,  cystoscopy  w'ith  retro- 
grade pyelogram  was  performed  and  showed  a recent  ante- 
rior urethral  excoriation  and  several  lesions  in  the  bladder 
wall  mucosa  which  appeared  to  represent  penetration  type 
injuries.  The  retrograde  study  w'as  normal.  A long  knitting 
needle  was  observed  in  her  room.  Since  self-inflicted  trauma 
was  strongly  suspected,  she  was  confronted  with  this  idea  and 
denied  such  activity.  Psychiatric  consultation  was  obviously 
indicated3  and  suggested  to  the  patient,  but  she  refused  to 
participate  in  such  an  evaluation.  Narcotics  were  rapidly  ta- 
pered, her  flank  pain  and  hematuria  resolved,  and  she  was 
discharged  two  days  later. 


Comments 

An  essential  criterion  for  DSM  III  for  the  di- 
agnosis of  chronic  factitious  disorder  with  physi- 
cal symptoms  (Munchausen  syndrome)  is  symp- 
toms that  are  plausible  and  under  enough 
voluntary  control  that  multiple  hospitalizations 
occur.1  It  seems  quite  likely  that  the  patient’s  he- 
maturia was  factitious  due  to  self-inflicted  injury, 
that  her  flank  pain  was  fictitious,  that  her  amen- 
orrhea and  lack  of  estrogen/progestin  induced 
withdrawal  bleeding  were  due  to  noncompliance 
or  misreporting,  and  that  some,  if  not  all,  of  the 
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episodes  of  fever  of  undetermined  origin  were 
fictitious.  In  many  aspects  this  case  represents  a 
classical  example  of  Munchausen  syndrome  with 
respect  to  fluctuating  symptoms,  onset  in  early 
adult  life,  the  patient’s  medical  education,  mul- 
tiple evaluations  by  a variety  of  physicians,  and 
dramatic  presentation.  Especially  interesting  is  the 
fact  that  the  coumadin  prescribed  for  loin  pain- 
hematuria  syndrome  paradoxically  provided  the 
patient  an  avenue  for  exacerbation  of  her  hema- 
turia. 

Multiple  etiologies  of  hematuria  in  individuals 
with  chronic  factitious  disorder  with  physical 
symptoms  have  been  reported.2-46  Blood  has  been 
introduced  into  the  urine  by  pricking  the  finger, 
biting  the  cheek,  and  spitting  into  the  specimen 
or  by  lacerating  the  vagina.  Suspicion  of  facti- 
tious illness  is  further  heightened  when  the  pa- 
tient presents  with  the  complex  of  hematuria, 
flank  pain,  and  alleged  allergy  to  IVP  dye.6 

Identification  of  such  patients  is  critical  to  the 
initiation  of  appropriate  psychiatric  treatment. 
Unfortunately,  the  prognosis  is  often  poor,1  but 


the  risk  from  unnecessary  procedures,  as  well  as 
the  incapacitating  lifestyle  associated  with  fre- 
quent hospitalizations,  justifies  the  use  of  psychi- 
atric intervention.  Furthermore,  in  this  era  of  ris- 
ing hospital  costs  and  financial  restrictions, 
evaluation  of  such  patients  can  be  incredibly  time- 
consuming  and  expensive  when  they  are  not  rap- 
idly identified.  Because  detection  is  often  diffi- 
cult, communication  with  medical  authorities  in- 
volved in  past  hospitalizations  can  be  extremely 
beneficial.  r 
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Fallopian  T ube  Prolapse  F olloiving 

Abdominal  Hysterectomy 
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Introduction 

Prolapse  of  the  fallopian  tube  through  the 
vaginal  vault  following  hysterectomy  has  been 
sporadically  reported  in  the  literature,  with  only 
about  70  cases  recorded  up  to  1985. 12 

When  one  considers  that  up  to  650,000  hyster- 
ectomies are  performed  each  year  in  the  United 
States  alone,  this  is  indeed  a very  rare  complica- 
tion. Nevertheless,  clinicians  and  pathologists 
must  be  aware  of  this  condition  in  order  to  avoid 
erroneous  diagnosis  and  sometimes  unnecessary 
procedures.  Most  cases  of  tubal  prolapse  have 
followed  vaginal  hysterectomy,  only  15  having 
been  reported  following  an  abdominal  hysterec- 
tomy.2'4 We  report  an  additional  case  and  a re- 
view of  the  literature  of  this  topic. 

Case  Report 

A 25-year-old  woman  underwent  total  abdominal  hyster- 
ectomy with  left  salpingo-oophorectomy  for  chronic  pelvic  pain 
and  endometriosis.  In  the  immediate  postoperative  period  she 
developed  vaginal  cuff  cellulitis  which  was  successfully  treat- 
ed with  antibiotics.  Approximately  two  months  after  the  op- 
eration a watery  vaginal  discharge  began,  accompanied  by 
dyspareunia  and  mild  suprapubic  pain.  The  discharge  did  not 
improve  with  douches,  and  speculum  examination  revealed 
at  the  vaginal  cuff  a 1.5-cm  bud  of  friable  red  tissue,  which 
resembled  granulation  tissue  and  was  biopsied.  The  histology 
showed  fronds  of  fallopian  tube  epithelium  impregnated  with 
acute  and  chronic  inflammatory  infiltrates  (Fig.  1).  Three 
months  after  her  original  procedure,  the  patient  underwent  a 
laparotomy  with  repair  of  the  vaginal  defect  and  reinforce- 
ment of  the  vaginal  cuff.  The  right  fallopian  tube  was  ex- 
cised. Her  second  postoperative  course  was  uncomplicated. 

Discussion 

The  prerequisite  for  the  diagnosis  of  prolapse 
of  a fallopian  tube  through  the  vaginal  vault  is 
the  presence  of  an  opening  joining  the  peritoneal 
and  vaginal  cavities.  This  opening  could  be  the 
result  of  faulty  surgical  technique  or  infection  in 
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the  pelvis.5  Failure  to  close  the  peritoneum  and 
vaginal  vault  properly,  and  the  use  of  gauze  packs 
or  drains  in  the  cul-de-sac  help  create  a hiatus 
through  which  the  tube  prolapses.  Infection  can 
weaken  and  separate  suture  lines  and  predispos- 
es to  tubal  prolapse,  with  or  without  the  forma- 
tion of  hematoma.  In  fact,  it  is  the  most  impor- 
tant predisposing  factor;  of  the  16  cases  of  tubal 
prolapse  following  abdominal  hysterectomy,  10 
cases  were  noted  to  have  postoperative  infection. 

The  characteristic  symptom  of  tubal  prolapse 
is  persistent  vaginal  discharge,  with  or  without 


Figure  1.  Fronds  of  tubal  epithelium  heavily  infiltrated  by  inflamma- 
tory cells  (hematoxylin-eosin,  x 100). 
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abdominal  discomfort.6  The  discharge  may  be 
serous  and  odorless,  or  bloody  and  malodorous. 
Dyspareunia  may  be  reported,  as  in  our  case. 
Uncommon  symptoms  include  defecation  with 
coitus,  and  pneumoperitoneum  following  inter- 
course.2 The  diagnosis  of  tubal  prolapse  is  sug- 
gested by  the  symptoms  and  the  presence  of  a 
bud  of  red  tissue  at  the  vaginal  vault  resembling 
granulation  tissue,  though  usually  not  as  friable. 
Passage  of  a probe  into  the  tubal  lumen  is  diag- 
nostic, though  not  always  possible.7  The  differ- 
ential diagnosis  includes  papilloma,  granulation 
tissue,  endometriosis,  prolapsed  omentum  or 
bowel,  and  malignant  lesions.  Usually,  a biopsy 
is  required. 

Histologic  examination  of  the  biopsy  shows 
tubal  epithelium,  usually  infiltrated  by  acute  and 
chronic  inflammatory  cells.  The  epithelial  cells  are 
often  distorted  and  degenerate.  Atypia  may  be 
present,  and  can  be  sufficiently  striking1  to  con- 
fuse even  the  most  experienced  observer.  Wheel- 
ock  et  al2  recently  reported  a case  thought  to  be 
an  adenocarcinoma  of  the  vagina  in  a postmen- 
opausal woman. 

That  fallopian  tube  prolapse  is  more  common 
following  vaginal  hysterectomy  may  be  the  result 
of  leaving  the  vaginal  cuff  open  following  a va- 
ginal hysterectomy  but  closed  when  the  opera- 
tion is  performed  abdominally.  If  opening  the  cuff 
is  required  to  drain  a hematoma  or  abscess,  this 
might  explain  why  these  conditions  are  predis- 
posing factors  for  the  development  of  this  com- 
plication. In  our  case,  the  vaginal  cuff  was  not 
closed  at  the  first  operation,  but  rather,  cuff  he- 
mostasis was  obtained  by  using  a circumferential 
locking  stitch  of  polyglycolic  suture.  This,  in 


combination  with  the  development  of  postoper- 
ative cuff  cellulitis,  could  account  for  this  un- 
usual complication.  Routine  closure  of  the  vagi- 
nal cuff  at  abdominal  hysterectomy  may  decrease 
its  chances  of  developing. 

Treatment  of  tubal  prolapse  has  ranged  from 
simple  cautery  to  laparotomy.8  Simple  cautery 
usually  does  not  provide  permanent  cure;  high 
ligation  and  excision  of  the  prolapsed  portion  of 
the  tube  is  required  in  most  instances.  This  can 
be  done  through  a vaginal  incision.  The  vaginal 
defect  is  excised  and  closed.  In  a few  cases,  lap- 
arotomy is  necessary  because  of  associated  path- 
ologic conditions  in  the  pelvis. 

Summary 

We  have  described  a case  of  tubal  prolapse 
following  abdominal  hysterectomy.  It  is  usually 
observed  after  vaginal  hysterectomy.  Infection 
and  hematoma  formation  appear  to  be  the  most 
important  predisposing  factors.  This  rare  compli- 
cation must  be  considered  when  a patient  com- 
plains of  abundant  vaginal  discharge  in  the  few 
months  following  the  operation  and  a polypoid 
mass  is  found  at  the  vaginal  vault.  Biopsy  is  usu- 
ally required  for  definitive  diagnosis.  r T7 
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Introduction 

The  dissolution  of  ruptured  lumbar  disks  with 
chymopapain  was  first  attempted  by  Lyman 
Smith,  M.D.1  The  drug  was  approved  for  inves- 
tigational use  in  the  United  States  by  the  FDA 
and  abruptly  withdrawn,  as  some  neurosurgeons 
had  serious  misgivings  about  its  efficacy  and 
safety.  A very  careful  study  under  the  auspices 
of  the  FDA  resulted  in  a positive  recommenda- 
tion in  1982  and  in  release  of  the  drug  for  thera- 
peutic use.2  In  spite  of  attempts  by  Smith  Labo- 
ratories, the  American  Academy  of  Orthopedic 
Surgery,  and  the  American  Association  of  Neu- 
rological Surgeons  to  train  and  certify  physicians 
in  this  procedure,  there  was  an  alarming  number 
of  instances  in  which  the  drug  was  apparently  im- 
properly administered,  resulting  in  some  severe 
neurological  consequences,  and  even  death.3'5 
Although  experts  in  this  field  believed  that  these 
complications  were  related  to  operator  error, 
there  remained  a lingering  doubt  about  some- 
thing inherently  wrong  with  the  drug  itself,  such 
that  it  constitutes  a random,  arbitrary  hazard  even 
when  skillfully  utilized.  Among  others,  Fager,6  a 
neurosurgeon,  has  vocally  opposed  the  use  of  this 
drug  in  various  professional  fora. 

I attended  the  course  offered  by  the  American 
Academy  of  Orthopedic  Surgery  and  the  Amer- 
ican Association  of  Neurological  Surgeons  and 
commenced  performing  chemonucleolysis  (IDC) 
in  selected  patients  in  March  1983,  and  by  De- 
cember 1985,  believed  I had  accumulated  suffi- 
cient data  to  permit  a review  of  the  efficacy  and 
hazards  of  IDC  to  provide  guidance  for  treat- 
ment of  ruptured  disks. 

Method 

I reviewed  the  charts  of  all  patients  whom  I 
had  treated  by  intradiskal  injection  of  chymopa- 
pain between  March  17,  1983  and  Dec.  20,  1984. 
Each  patient  had  exhausted  conservative  therapy 
and  would  normally  have  come  to  open  opera- 
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tion.  A choice  of  procedures  was  offered,  and 
the  patients  chose  IDC.  The  minimum  follow-up 
available  was  18  months  and  the  maximum  more 
than  three  years.  Success  was  measured  by  re- 
turning to  previous  employment  full  time,  or  to 
normal  daily  activities.  It  should  be  emphasized 
that  success  does  not  mean  being  totally  symp- 
tom free.  General  anesthesia  was  utilized 
throughout  the  first  half  of  these  cases  by  hospi- 
tal edict,  and  local  anesthesia  was  used  thereaf- 
ter when  hospital  policies  changed.  All  proce- 
dures were  done  in  the  operating  room.  All 
patients  were  treated  preoperatively  for  at  least 
24  hours  with  oral  cimetadine  (Tagamet)  and 
benadryl  and  were  given  intravenous  cimetadine, 
benadryl,  steroids,  and  a fluid  load  immediately 
prior  to  the  procedure.  The  product  used  in  all 
cases  was  Chymodiactin  (Smith  Laboratories), 
usually  2 cc,  though  in  a few  patients  toward  the 
end  of  this  period  only  1.5  cc  was  given  if  the 
patient  began  to  complain  of  excessive  pain 
while  awake  upon  reaching  that  dose.  A skin  test7 
became  available  during  the  last  half  of  the  study 
period,  and  was  utilized  thereafter;  during  the  first 
half  of  the  study,  no  allergy  testing  of  any  kind 
was  carried  out. 

Accumulated  Data 

There  were  131  patients,  of  which  84  were 
male  and  47  female;  the  average  age  was  38  years 
(range  21  to  89).  Intraoperative  diskography  was 
routinely  carried  out  in  all  but  37  patients,  most 
of  whom  had  preoperative  diskography.  IDC  was 
carried  out  at  L4-5  50  times,  with  no  diskogram 
in  22  of  the  patients,  and  at  L5-S1  45  times,  with- 
out diskogram  in  10.  Two  separate  levels  were 
injected  25  times  twice  without  diskogram;  it  is 
likely  that  many  of  the  patients  injected  at  two 
levels  would  have  done  just  as  well  with  one. 
Under  tight  guidelines,  chymopapain  can  never 
be  injected  on  the  same  patient  at  a second  sit- 
ting, and  in  these  patients  the  second  disk  was 
quite  bulging  on  myelogram  or  CT  or  both,  which 
explains  the  relatively  high  percentage  of  two- 
level  injections.  Nine  patients  were  injected  at 
L3-4  (three  had  no  diskogram),  and  one  patient 
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each  at  L2-3  and  D12-L1;  both  of  these  patients 
had  diskography.  There  were  26  failures  in  131 
patients,  indicating  a success  rate  of  80%;  there 
was  no  case  of  anaphylaxis.  Success  rates  by  lev- 
el were  L4-5,  41  of  50  (82%),  and  L5-S1  35  of  45 
(78%).  Surprisingly,  20  of  25  patients  injected  at 
two  levels  recovered  (80%).  Of  ten  patients  with 
previous  surgery  who  were  injected,  six  experi- 
enced relief  of  symptoms  sufficient  to  return  to 
work  without  further  treatment,  indicating  a suc- 
cess rate  of  60%. 

Analysis  of  Failures 

Of  the  26  failures,  21  were  male  (25%)  and 
five  female  (16%);  six  of  the  26  failed  to  be  im- 
proved by  subsequent  surgery.  At  surgery,  no 
ruptured  disk,  facet  syndrome,  or  other  pathol- 
ogy was  clearly  demonstrated.  Long-term  in- 
volvement with  this  group  of  patients  suggests 
that  they  have  serious  psychological  and  com- 
pensation problems,  and  probably  would  not  have 
improved  with  any  treatment.  On  review,  the 
preoperative  studies  showed  a clear  ruptured  disk 
in  all  six. 


Figure  1.  Diskogram  of  patient  showing  extravasation  of  contrast  ma- 
terial at  L5-S1  indicating  ruptured  disk.  Note  the  normal  cortical  bone 
margins. 
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A free  fragment  was  found  at  surgery  in  seven 
of  26  patients.  One  of  these  at  D12-L1  had  pre- 
viously been  operated  upon  elsewhere;  a police- 
man, he  was  able  to  return  to  his  normal  occu- 
pation, as  were  all  of  those  with  free  fragments. 
Two  of  these  free  fragment  patients  had  been  in- 
jected at  two  levels,  three  at  L5-S1  and  one  at 
L4-5. 

The  facet  syndrome  was  identified  at  surgery 
in  six  of  26  patients;  the  disk  was  not  found  to  be 
ruptured  when  exposed.  All  returned  to  normal 
activity.  One  unoperated  patient  developed  op- 
posite sciatica  and  his  CT  scan  seems  to  indicate 
a facet  syndrome  on  the  opposite  side  following 
1DC.  This  case  is  involved  in  compensation  liti- 
gation, and  he  has  refused  further  intervention 
of  any  kind,  nor  is  he  working.  Three  of  26  pa- 
tients were  found  at  surgery  to  have  both  a tight 
facet  and  a soft  bulging  disk  with  a thickened  li- 
gamentum  flavum.  A combination  of  factors  was 
thought  to  be  responsible  for  their  treatment  fail- 
ure; the  disk  was  removed  and  the  facet  was  de- 
compressed, and  all  three  recovered.  One  pa- 
tient with  spondylolisthesis  and  a ruptured  disk 
was  subjected  to  IDC  on  advice  of  an  orthopedic 
colleague,  though  with  personal  misgivings.  The 


Figure  2.  Same  patient  as  Fig.  1,  18  months  later,  demonstrating 
effects  of  aseptic  diskitis. 
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patient’s  pain  became  worse  if  anything,  and  he 
came  to  Gill  procedure  and  fusion;  no  ruptured 
disk  was  found,  and  he  is  now  recovered. 

The  radiographs  of  the  one  patient  who  devel- 
oped aseptic  diskitis  are  shown  preoperatively  and 
postoperatively  in  Figs.  1 and  2.  The  patient’s 
radicular  pain  disappeared,  but  he  had  a pro- 
longed period  of  backache;  though  he  is  now 
comfortable  at  rest,  he  is  unable  to  do  any  phys- 
ical labor  and  is  not  qualified  by  education  for 
any  other  employment.  He  is  not  back  at  work. 

One  frankly  psychotic  patient  with  a large 
ruptured  disk  was  treated  with  the  concurrence 
of  his  psychiatrist.  He  complained  bitterly  pre- 
operatively and  postoperatively,  and  it  was  diffi- 
cult to  assess  our  results.  Though  he  subsequent- 
ly moved  to  another  state,  telephone  inquiry 
recently  revealed  that  he  has  had  “two  surger- 
ies’’ and  considers  himself  completely  disabled. 

It  would  thus  appear  that  by  this  plan  of  treat- 
ment, we  are  left  with  a residual  of  nine  patients 
out  of  131,  or  6%  of  the  original  group,  who  may 
be  considered  treatment  failures. 

The  radiologic  findings  of  all  26  treatment  fail- 
ures were  critically  reviewed;  in  only  nine  of  26 
could  anything  noteworthy  be  recognized.  Five 
patients  had  an  extremely  large  ruptured  disk. 
Total  extrusion  could  not  be  definitely  diagnosed 
from  the  myelogram  or  CT  except  by  size.  Two 
additional  ruptured  disks  were  foraminal;  al- 
though some  foraminal  disks  were  included  in  the 
successes,  this  is  worth  mentioning.  Three  pa- 
tients retrospectively  had  some  degree  of  fora- 
minal stenosis  prior  to  IDC.  One  of  the  patients 
mentioned  above  with  a very  large  ruptured  disk 
simultaneously  had  mild  foraminal  stenosis. 

Discussion 

Although  the  following  statements  cannot  be 
subjected  to  statistical  defense  from  this  series,  it 
would  appear  that  patients  with  very  large  rup- 
tured disks  should  probably  have  open  surgery 
and  perhaps  patients  with  foraminal  disks  also. 
Foraminal  stenosis  should  be  carefully  identified 
and  avoided  in  the  performance  of  this  proce- 
dure. Patients  with  spondylolisthesis  should  have 
open  surgery.  It  should  be  realized,  nonetheless, 
that  some  patients  with  these  relative  contrain- 
dications have  excellent  results.  Patients  with  L5- 
S1  disk  ruptures  do  less  well  than  those  at  L4-5, 
possibly  because  either  more  ruptures  at  L5-S1 
are  extruded  or  foraminal  stenosis  tends  to  be 


more  prevalent  at  L5-S1,  or  both. 

That  women  did  better  than  men  in  this  group 
may  be  related  to  socioeconomic  factors.  The 
women  had  fewer  workmen’s  compensation 
claims  and  less  requirement  for  strenuous  physi- 
cal activity  as  part  of  their  normal  daily  routine. 

The  ideal  patient  for  IDC  suggested  by  these 
results  would  be  a woman  who  has  a moderate- 
sized ruptured  disk  that  is  not  foraminal  at  L4-5, 
and  who  has  no  evidence  of  spinal  stenosis. 

The  reported  dangers  of  this  procedure  have 
not  been  confirmed  in  this  series  of  cases,  and 
the  procedure  appears  to  be  effective  when  used 
either  selectively  or  in  combination  with  surgery 
for  failures.  A failure  rate  of  6%  by  this  se- 
quence of  treatment  is  low  according  to  most 
studies.  Recent  verbal  communications  by  col- 
leagues suggest  that  lower  dosages  of  chymopa- 
pain may  be  equally  successful,  with  less  hazard 
and  less  postoperative  pain. 

Subsequent  to  this  series,  I have  been  using 
1 cc  of  chymopapain  in  each  interspace,  and  some 
practitioners  claim  to  be  using  0.5  cc  with  appar- 
ent success.  With  smaller  doses  of  chymopapain, 
it  is  essential  that  the  needle  be  perfectly  posi- 
tioned. It  seems  most  reasonable  that  a small 
amount  of  contrast  material  introduced  immedi- 
ately prior  to  the  chymopapain  is  the  best  guar- 
antee that  the  needle  is  properly  positioned,  and 
that  the  injection  is  not  intravascular8  or  in- 
trathecal.9 The  new  myelographic  contrast  agent, 
Isovue,  may  provide  the  greatest  margin  of  safe- 
ty of  any  contrast  agent  yet  available  in  the 
United  States. 

The  important  scientific  fact  is  that  disk  rup- 
tures are  demonstrably  dissolved  by  chymopa- 
pain.10 Skill  and  experience  should  produce  a 
notable  improvement  in  safety. 
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Trauma  Rounds 


Rupture  of  the  Azygos  Vein:  An  Unusual  Cause  of 
Hemothorax  Due  to  Blunt  Trauma 

GRIFFIN  R.  COATES,  M.D.  and  DAVID  P.  HALL,  M.D. 


Introduction 

Man’s  fascination  with  high  speed  travel  has 
produced  a steady  increase  in  accidents  on  our 
streets  and  highways.  Traffic  fatalities  are  char- 
acterized by  multiple  injuries,  and  between  35% 
and  40%  of  these  include  chest  injuries.  In  ad- 
dition, the  chest  trauma  can  be  the  sole  reason 
for  the  patient’s  demise  or  can  often  contribute 
significantly  along  with  other  injuries  to  an  in- 
creased morbidity  and  mortality.  Although  the 
majority  of  patients  with  blunt  chest  trauma  are 
in  serious  condition  on  arrival  in  the  emergency 
room  and  in  need  of  immediate  and  aggressive 
care,  only  approximately  10%  to  15%  of  these 
require  early  thoracotomy.  The  indications  for 
early  thoracotomy  after  blunt  trauma  have  been 
well  described.  We  present  an  unusual  case  of 
massive  hemothorax  and  review  guidelines  for  the 
management  of  these  injuries. 

Case  Presentation 

A 63-year-old  white  woman  was  brought  to  the  emer- 
gency room  after  being  involved  in  a motor  vehicle  accident. 
The  history  obtained  from  the  paramedics  was  that  she  had 
been  wearing  her  seat  belt,  and  there  was  extensive  damage 
to  her  vehicle.  It  required  approxiamtely  30  minutes  to  extri- 
cate her  from  the  car,  and  her  only  obtainable  blood  pressure 
at  the  scene  was  80  mm  Hg  systolic.  On  arrival  in  the  emer- 
gency department,  the  patient  complained  of  difficulty 
breathing  and  of  right  chest  pain.  Vital  signs  were  pulse  120/ 
min,  blood  pressure  80  mm  Hg  systolic,  respirations  24/min 
and  shallow;  the  trachea  was  in  the  midline.  There  were  de- 
creased breath  sounds  on  the  right  side  with  dullness  to  per- 
cussion, multiple  right  rib  fractures,  and  a flail  segment  in  the 
right  chest  wall.  The  abdomen  was  unremarkable  except  over 
the  suprapubic  area,  where  it  was  tender  to  palpation.  The 
MAST  trousers  were  in  place,  so  that  the  lower  extremities 
could  not  be  immediately  examined.  A chest  x-ray  confirmed 
multiple  rib  fractures  on  the  right,  as  well  as  deviation  of  the 
mediastinum  to  the  left  due  to  a hemothorax.  A sterile  14 
gauge  needle  introduced  through  the  anterior  fourth  intercos- 
tal space  for  decompression  yielded  blood,  and  a 36  French 
thoracostomy  tube  introduced  into  the  right  fifth  intercostal 
space  in  the  midaxillary  line  promptly  returned  a large  amount 
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of  blood,  approximately  700  cc  over  the  next  ten  minutes.  At 
this  point  the  tube  was  clamped,  and  uncross-matched,  O- 
negative  blood  was  rapidly  transfused  into  the  patient;  a right 
subclavian  IV  attempt  was  unsuccessful  due  to  a large  he- 
matoma from  a right  clavicle  fracture.  With  the  transfusion, 
the  patient's  blood  pressure  increased  to  120  mm  Hg  systolic. 
The  MAST  trousers  were  released  slowly,  and  a complete 
examination  was  performed.  A Foley  catheter  returned  grossly 
bloody  urine.  As  the  patient’s  blood  pressure  stabilized,  the 
chest  tube  was  undamped,  and  over  the  next  15  minutes  an 
additional  800  cc  of  blood  w-as  removed  from  the  right  chest. 

The  patient  was  transported  to  the  operating  room,  where 
a Cordis  introducer  was  inserted  and  a right  thoracotomy 
performed  through  the  fifth  intercostal  space.  The  chest  wall 
musculature  had  a large  hematoma,  and  upon  entering  the 
pleural  space,  a massive  clotted  hemothorax  was  found  and 
removed,  using  the  autotransfuser.  The  lung  parenchyma  and 
hilar  structures  appeared  to  be  normal,  without  bleeding  or 
air  leak,  and  there  was  no  significant  bleeding  from  intercos- 
tal vessels.  A 10-  to  12-mm  tear  was  found  in  the  superior 
vena  cava  at  the  junction  of  the  azygos  vein;  this  was  rapidly 
controlled  with  pressure  and  oversewn  using  running  4-0  Pro- 
lene  suture,  stopping  the  major  blood  loss.  The  patient’s  blood 
volume  was  restored  before  proceeding  with  the  exploration 
of  the  area  and  ligation  of  the  azygos  vein  proximally,  several 
intercostal  arteries,  and  a bronchial  artery.  The  tear  in  the 
vena  cava  was  further  repaired  with  interrupted  mattress  su- 
tures; the  mediastinal  space  over  the  superior  vena  cava,  which 
was  massive  hemothorax,  was  not  closed.  The  pericardium 
appeared  normal,  without  evidence  of  tamponade,  and  the 
aorta  was  normal  to  palpation  and  inspection.  Closer  inspec- 
tion of  the  lung  and  pulmonary  vessels  showed  no  evidence 
of  compression  injury  or  tear.  After  chest  tubes  were  placed, 
the  thoracotomy  closed.  Cystograms  confirmed  an  extraperi- 
toneal  bladder  tear,  but  an  exploratory  laparotomy  was  neg- 
ative except  for  the  pelvic  hematoma  and  bladder  injury.  An 
IVP  confirmed  bilateral  renal  function  and  no  evidence  of 
renal  injury. 

Postoperatively,  the  patient  had  a coagulopathy,  which  was 
treated  with  fresh-frozen  plasma  and  vitamin  K replacement. 
A postoperative  seizure  was  found  on  CT  scan  to  be  due  to 
an  intracerebral  hematoma;  her  neurological  status  slowly 
improved  and  the  intracerebral  hematoma  eventually  re- 
solved. Mechanical  ventilation  was  continued  for  four  days 
postoperatively,  and  chest  tubes  were  removed  on  the  fifth 
postoperative  day.  Her  postoperative  course  was  also  com- 
plicated by  hyperbilirubinemia  with  some  evidence  of  acal- 
culous  cholecystitis  by  HIDA  scan. 

Discussion 

Hemothorax  is  a common  sequel  to  blunt  chest 
trauma,  with  an  incidence  after  a nonpenetrating 
chest  trauma  of  between  25%  and  75%.  The 
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source  of  bleeding  may  be  the  lung,  heart,  great 
vessels  and  their  branches,  an  intercostal  artery 
or  vein,  mediastinal  veins,  or  vessels  of  the  dia- 
phragm and  chest  wall.  The  majority  of  these  in- 
juries can  be  treated  with  a tube  thoracostomy 
alone.  If  the  hemothorax  is  large,  the  hypovole- 
mia will  cause  hypotension  and  a decreased  car- 
diac output,  leading  to  acidosis;  the  large  volume 
of  blood  in  the  pleural  space  can  also  cause  a 
decrease  in  ventilation  with  hypoxemia.1 

The  physical  signs  and  symptoms  associated 
with  hemothorax  vary  with  the  quantity  of  blood 
in  the  pleural  space.  If  small  amounts  (less  than 
500  cc)  are  present,  there  may  be  little  or  no 
change  in  the  patient's  appearance  or  vital  signs. 
With  larger  fluid  losses  (over  1,000  cc),  there  are 
the  usual  findings  of  internal  hemorrhage,  in- 
cluding pallor,  shock,  hypotension,  restlessness, 
and  tachycardia,  as  well  as  dyspnea  and  de- 
creased or  absent  breath  sounds.  Chest  x-rays  are 
useful  in  demonstrating  hemothorax  of  more  than 
150  or  200  cc.  Although  a hemothorax  can  be 
managed  with  repeated  thoracentesis,  the  rec- 
ommended management  usually  includes  inser- 
tion of  a large-bore  thoracostomy  tube,  which  al- 
lows both  expansion  of  the  lung  and  monitoring 
for  continued  bleeding.  The  insertion  of  a chest 
tube  solely  for  hemothorax  should  be  done  dur- 
ing the  initial  assessment  of  the  trauma  patient; 
if  only  a small  hemothorax  is  present,  the  chest 
tube  can  be  inserted  later  following  a complete 
evaluation  of  the  patient’s  other  injuries,  since 
the  removal  of  a small  hemothorax  early  in  the 
course  of  the  patient's  care  may  waste  time  with- 
out producing  significant  benefit.  If  the  hemo- 
thorax is  estimated  on  chest  x-ray  to  contain  over 
1,000  cc,  the  insertion  of  the  chest  tube  in  the 
emergency  room  may  cause  exsanguination 
through  release  of  the  tamponade  effect. 

Since  most  causes  of  such  a large  hemothorax 
will  require  operative  intervention,  placement  of 
the  chest  tube  may  be  withheld  until  the  patient 
is  in  the  operating  room  and  prepared  for  a pos- 
sible thoracotomy  if  a large  hemothorax  is  found; 
this  minimizes  the  time  between  insertion  of  the 
tube  and  definitive  treatment  and  avoids  possible 
hypotension  in  the  emergency  room. 

Indications  for  early  surgery  in  blunt  chest 
trauma  include  massive  and  persistent  bleeding, 
acute  cardiac  tamponade,  aortic  rupture,  injury 
to  the  supra-aortic  branches,  rupture  of  the  tra- 
chea and  bronchi,  rupture  of  the  diaphragm,  and 
rupture  of  the  esophagus.2  The  usual  cause  of 
massive  and  persistent  bleeding  is  injuries  to  the 
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internal  mammary  artery,  intercostal  arteries, 
great  vessels,  or  heart.  It  is  very  important  to 
rapidly  restore  the  patient’s  blood  volume  when 
a massive  hemothorax  is  encountered,  since  the 
insertion  of  the  chest  tube  may  release  a tampon- 
ade effect  on  the  bleeding  site.  In  general,  sur- 
gical intervention  is  indicated  when  the  blood  loss 
through  the  chest  tube  continues  to  exceed  500 
cc/hr  after  three  hours,  or  more  than  150  cc/hr 
after  six  hours.1  Obviously,  any  patient  with  con- 
tinued hypotension  should  be  considered  for  ear- 
ly operative  intervention. 

The  association  of  severe  thoracic  and  abdom- 
inal injuries  associated  with  lap-harness  seat  belts 
has  been  previously  elucidated,3  and  although 
these  devices  have  undoubtedly  reduced  major 
injury  from  motor  vehicle  accidents,  the  docu- 
mentation of  their  use  cannot  completely  rule  out 
significant  injury  in  any  given  situation;  in  fact, 
the  lack  of  facial  and  extremity  trauma  may  make 
the  initial  impression  of  such  patients  deceptively 
benign. 

Blunt  chest  injury  is  often  associated  with  vas- 
cular injury,  and  the  presence  of  a widened  me- 
diastinum or  hemothorax  usually  indicates  injury 
to  the  aorta  or  other  major  arterial  branches.  It 
should  be  remembered  that  venous  bleeding  can 
cause  significant  mediastinal  hematoma  and 
widening  of  the  mediastinum  on  chest  x-ray.  The 
occurrence  of  azygos  vein  injury  due  to  blunt 
trauma  has  been  reported  by  Baldwin,4  Saliz- 
zoni,5  and  Spagliardi.6  It  is  important  to  remem- 
ber that  as  shown  by  Baldwin4  associated  vascu- 
lar injuries  may  also  be  present  in  the  thorax, 
and  such  patients  should  be  considered  for  an- 
giography as  soon  as  they  are  stable. 

Summary 

We  have  presented  an  unusual  case  of  massive 
hemothorax  from  an  azygos  vein  injury,  and  have 
briefly  reviewed  the  indications  for  early  opera- 
tive intervention  in  blunt  chest  injury.  The  phy- 
sician must  be  alert  for  possible  associated  inju- 
ries; the  use  of  a seat  belt  or  lap-harness  cannot 
rule  out  such  a possibility. 
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VUH  Morning  Report 


Hemothorax 


Case  Reports 

Case  1.  An  82-year-old  black  woman  with  a long  history 
of  poorly  controlled  hypertension  was  transferred  to  Vander- 
bilt University  Hospital  for  the  evaluation  of  hypotension  and 
chest  pain.  Her  past  medical  history  indicated  accelerated  hy- 
pertension with  left  ventricular  hypertrophy,  but  she  reported 
good  health  until  the  day  prior  to  admission  when  left  flank 
pain,  nausea,  and  vomiting  began.  Six  hours  prior  to  admis- 
sion she  began  to  complain  of  left-sided  pleuritic  chest  pain 
and  a hacking  nonproductive  cough.  When  seen  at  her  local 
hospital  her  systolic  blood  pressure  was  90  to  100  mm  Hg, 
for  which  she  was  treated  with  intravenous  fluids  and  trans- 
ferred to  VUH.  Admission  examination  showed  orthostatic 
hypotension,  tachycardia,  and  cool  dry  skin.  Neurologic  ex- 
amination was  normal  with  the  exception  of  lethargy.  Cardiac 
examination  was  normal.  The  chest  was  dull  to  percussion  at 
the  left  base,  with  decreased  breath  sounds. 

Laboratory  examination  showed  a white  blood  cell  count 
(WBC)  of  23.700/cu  mm  with  a left  shift  on  differential,  a 
hematocrit  of  28.7%,  and  a platelet  count  of  240.000/cu  mm. 
Coagulation  studies  and  electrocardiogram  were  unremarka- 
ble. Chest  x-ray  revealed  a left  pleural  effusion  (Fig.  1).  and 
when  compared  to  previous  chest  radiograph  nine  months 
earlier  (Fig.  2)  dramatic  widening  of  the  mediastinum  was 
apparent.  A thoracentesis  yielded  bloody  fluid  with  a hema- 


tocrit of  17%.  Repeat  complete  blood  cell  count  (CBC) 
showed  a hematocrit  in  the  peripheral  blood  of  17%. 

A left  chest  tube  was  placed  and  immediately  drained  600 
cc  of  blood.  Emergency  aortography  demonstrated  a type  III 
thoraco-abdominal  aortic  aneurysm  starting  distal  to  the  left 
subclavian  artery  and  extending  to  the  aortoiliac  bifurcation. 
The  celiac,  superior  and  interior  mesenteric  and  renal  arter- 
ies were  uninvolved.  The  patient  was  treated  with  replace- 
ment of  fluids,  packed  red  blood  cells,  and  combination  of 
beta  blockers  and  nitroprusside  for  blood  pressure  control. 
The  chest  tube  was  removed  without  further  bleeding  and  she 
went  on  to  have  an  uneventful  recovery  and  eventual  hospital 
discharge. 

Case  2.  A 69-year-old  white  woman  was  admitted  for 
evaluation  of  confusion  and  a left  pleural  effusion.  The  pa- 
tient was  in  good  health  with  the  exception  of  moderate 
hypertension  and  adult  onset  diabetes  mellitus  controlled  with 
an  oral  hypoglycemic  agent.  Two  recent  episodes  of  hypo- 
glycemia had  prompted  a reduction  in  the  dose  of  the  hypo- 
glycemic agent. 

On  the  day  of  admission,  she  was  found  lying  on  the  floor 
of  her  home,  confused  and  complaining  of  dull  substernal  chest 
pain.  On  arrival  in  the  emergency  room,  she  had  a blood 
pressure  of  146/70  when  supine,  with  a 30  mm  Hg  drop  on 


Figure  1.  Chest  x-ray  demonstrating  widened  mediastinum  and  left 
pleural  effusion. 
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Prepared  by  Arthur  P.  Wheeler,  M.D.,  Hugh  J.  Morgan  chief 
medical  resident,  Vanderbilt  Medical  Center,  Nashville. 


Figure  2.  (Case  1)  Chest  x-ray  taken  nine  months  before  Fig.  1,  dem- 
onstrating normal  mediastinum. 
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sitting.  She  was  afebrile,  and  had  a regular  pulse  at  a rate  of 
90/min.  She  had  an  ecchymotic  area  over  the  left  hip.  Cardiac 
examination  revealed  a normal  SI  and  S2  with  a grade  2/6 
systolic  ejection  murmur.  The  left  chest  was  tender  to  pal- 
pation, with  dullness  and  absent  breath  sounds  over  the  low- 
er half  of  the  lung  field.  Neurologic  examination  was  normal. 

Laboratory  examination  showed  a serum  sodium  of  120 
mEq/liter  and  a normal  serum  glucose.  CBC  revealed  a he- 
matocrit of  26.2%  and  a WBC  of  9,200/cu  mm  with  a normal 
differential.  Electrocardiogram  was  normal.  Chest  radi- 
ograph initially  was  interpreted  as  showing  a calcified  aortic 
knob  and  a large  left  pleural  effusion.  Thoracentesis  yielded 
bloody  fluid  with  a hematocrit  of  17%. 

Because  of  the  suspicion  of  a leaking  aortic  aneurysm, 
emergency  aortography  was  obtained,  but  it  proved  to  be 
normal.  Under  fluoroscopic  examination,  fractures  of  the  left 
posterior  third  and  fourth  ribs  were  suspected;  this  was  con- 
firmed by  repeated  chest  x-ray  (Fig.  3).  Treatment  included 
intravenous  fluid  and  blood  replacement  and  placement  of 
left  chest  tube  that  drained  approximately  1,500  cc  of  fluid 
and  blood.  The  patient  had  an  uneventful  hospital  stay,  re- 
covering completely  prior  to  discharge. 

Discussion 

A hemothorax  is  a collection  of  bloody  fluid 
in  the  pleural  space  having  a hematocrit  of  50% 
or  more  of  that  of  circulating  blood.  Since  a he- 
matocrit as  low  as  5%  in  pleural  fluid  can  appear 
grossly  bloody,  hematocrit  should  always  be  de- 
termined on  bloody  pleural  fluid.  While  in  the 
vast  majority  of  cases  hemothorax  is  secondary 
to  blunt  or  penetrating  trauma,12  as  in  case  2,  a 
variety  of  unusual  cases  have  been  described. 
Bleeding  may  complicate  any  invasive  procedure 
of  the  thorax,  including  central  venous  catheter 
placement,  pleural  biopsy,  or  thoracentesis.  The 
rupture  of  thoracic  vessels,  as  in  case  1,  is  an  un- 
common cause.  Case  1 also  demonstrates  that 
even  dissecting  aneurysms  may  be  conservatively 
managed.  Rupture  of  aortic  aneurysms,  splenic 
artery  aneurysms,  pulmonary  arteriovenous  mal- 
formations, and  patent  ductus  malformations  have 
all  been  reported  as  producing  hemothoraces.34 

Spontaneous  bleeding  into  the  pleural  space 
has  been  seen  in  conditions  with  altered  hemo- 
stasis, such  as  anticoagulation  therapy,  hemophi- 
lia, and  thrombocytopenia.  In  most  cases,  “spon- 
taneous" hemothorax  follows  pulmonary 
thromboembolism  with  or  without  pulmonary  in- 
farction.5 The  treatment  of  “spontaneous"  he- 
mothorax requires  discontinuation  of  anticoagu- 
lant therapy  and  replacement  of  deficient  clotting 
factors  or  platelets. 


Figure  3.  (Case  2)  Chest  x-ray  demonstrating  left  pleural  effusion 
and  fractured  posterior  rib  (arrow). 


While  therapy  of  hemothorax  remains  contro- 
versial,2 prompt  evacuation  of  blood  from  the 
pleural  space  is  the  mainstay  of  therapy.  Com- 
plete drainage  of  the  pleural  space  will  prevent 
the  most  frequent  complications  of  hemothorax, 
which  are  empyema,  fibrothorax,  and  chronic 
pleural  effusion.  Most  practitioners  favor  initial 
closed  thoracostomy  drainage  with  a large  bore 
(36  or  40  French)  chest  tube,  followed  by  open 
thoracotomy  only  for  continued  massive  hemor- 
rhage or  residual  undrained  blood.  Overall,  ap- 
proximately 20%  of  patients  with  hemothorax  will 
require  thoracotomy  for  control  of  bleeding  or 
evacuation  of  pleural  hematoma.  r 
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MRI  Case  of  the  Month 


MICHAEL  C.  GAROVICH,  M.D.;  CHARLES  L.  ROBINETTE,  JR.,  M.D.;  and 
EVERETTE  I.  HOWELL,  M.D. 


History 

A 63-year-old  white  man  complained  of  dizziness,  accom- 
panied by  vertigo  and  one  episode  of  sixth  nerve  palsy;  CT 
scan  one  year  earlier  had  revealed  enlarged  ventricles,  again 
shown  on  a repeat  scan  two  months  later.  An  arteriogram 
was  nonrevealing.  The  magnetic  resonance  imaging  (MRI) 
scan  is  presented.  Please  evaluate  Figs.  1 and  2 and  see  if 
you  can  make  the  correct  diagnosis. 

Discussion 

MRI  has  revolutionized  central  nervous  sys- 
tem (CNS)  imaging  in  a way  similar  to  the  revo- 
lution that  occurred  with  CT.  MRI  of  the  CNS 


From  the  Departments  of  Radiology  (Drs.  Garovich  and  Robi- 
nette) and  Neurosurgery  (Dr.  Howell),  HCA  Park  View  Medical 
Center,  Nashville. 


has  higher  inherent  tissue  contrast  than  CT,  lacks 
bone  artifacts,  requires  no  ionizing  radiation  or 
intravenous  contrast  injection,  and  can  image  in 
any  plane.  Its  disadvantages  are  lower  spatial 
resolution  and  poor  sensitivity  in  detecting  intra- 
cranial calcifications. 

This  case  illustrates  superiority  of  MRI  in 
demonstrating  a lesion  at  the  foramen  magnum 
and  its  effect  on  the  brainstem  and  cord.  There 
is  no  bone  artifact,  and  no  intravenous  contrast 
was  used. 

DIAGNOSIS:  Clivus  meningioma  (mixed  type). 
The  tumor  was  resected  using  a microscope  un- 
der high  magnification  with  the  aid  of  a laser. 


Figure  1.  The  lateral  ventricles  are  enlarged,  with  periventricular  hy- 
perintensity thought  to  represent  transependymal  resorption  of  CSF. 
T2  weighted  image. 


Figure  2.  Sagittal  T,  weighted  image  demonstrates  the  enlarged  lat- 
eral ventricle  (arrowhead),  third  ventricle,  and  fourth  ventricle,  as  well 
as  the  aqueduct  of  Slyvius.  The  medulla  and  upper  cervical  cord  are 
compressed  (arrow)  by  the  clivus  meningioma  (crossed  arrow). 
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Radiology  Case  of  the  Month 


A Patient  With  Carman-Kirklin  Sign  on  a 
Barium  Study 


P.  H.  PATEL,  M.D.;  SANKAR  LAKSHMAN,  M.D.;  and  EAPEN  THOMAS,  M.D. 


Case  Report 

A 66-year-old  white  man  had  a history  of  diffuse,  dull- 
aching  abdominal  pain  of  three  months’  duration,  associated 
with  anorexia  and  postprandial  abdominal  bloating.  The  pain 
was  not  relieved  by  antacids,  and  was  unaccompanied  by 
nausea,  vomiting,  hematemesis  or  melena.  He  denied  alcohol 
or  tobacco  abuse  and  did  not  use  coffee.  He  had  a peptic 
ulcer  treated  with  gastrectomy  35  years  earlier.  The  physical 
examination  was  essentially  unremarkable.  Laboratory  data 
revealed  normocytic  anemia  and  abnormal  liver  function  tests 
with  alkaline  phosphatase  higher  than  350  U/liter.  An  upper 
gastrointestinal  barium  study  is  shown  in  Fig.  1.  What  is  your 
diagnosis? 

(1)  Gastric  outlet  obstruction 

(2)  Anastomotic  ulcer 

(3)  Gastric  cancer 

(4)  Normal  barium  study 


Figure  1.  Upper  gastrointestinal  barium  study. 


From  the  Departments  of  Gastroenterology  and  Radiology,  Vet- 
erans Administration  Medical  Center,  and  the  Departments  of  Inter- 
nal Medicine  and  Radiology,  East  Tennessee  State  University,  Quillen- 
Dishner  College  of  Medicine,  Johnson  City. 

Reprint  requests  to  Division  of  Gastroenterology,  Veterans 
Administration  Medical  Center,  Mountain  Home,  TN  37684  (Dr. 
Thomas). 


The  barium  study  shows  evidence  of  a Billroth-I  gastrec- 
tomy. The  mucosa  of  the  distal  gastric  stump  is  abnormal 
with  a “shelf”  like  appearance  anteriorly  (Fig.  1),  and  the 
compression  spot  film  of  the  gastric  stump  shows  Carman's 
meniscus  sign  (Fig.  2).  When  viewed  in  profile,  the  combi- 
nation of  an  intraluminal  crater  surrounded  by  a nodular  halo 
forms  Carman’s  meniscus  sign  or  complex,  first  defined  by 
Carman  and  later  elaborated  by  Kirklin.  The  ulcer  in  this 


Figure  2.  A compression  spot  film  revealing  the  Carman  s meniscus 
sign  (arrows). 


Figure  3.  CT  scan  of  the  abdomen.  The  mass  in  the  stomach  is  seen 
close  to  the  anastomotic  site  (arrow).  There  are  multiple  areas  of  low 
attenuation  in  the  liver,  representing  metastatic  disease. 
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patient  extends  into  the  anastomotic  area. 

The  CT  scan  of  the  adomen  shows  the  mass  lesion  of  the 
gastric  stumpt  to  be  very  close  to  the  anastomotic  site  (Fig. 
3).  Multiple  areas  of  decreased  attenuation  within  the  liver 
represent  metastatic  disease. 

Because  the  barium  study  was  suspicious  for  a neoplastic 
lesion,  an  esophagogastroduodenoscopv  was  done.  The 
esophagus  was  normal,  but  near  the  anastomosis,  there  was 
a large  fungating  mass  with  a central  ulcer  consistent  with  a 
gastric  carcinoma  and  this  was  confirmed  by  multiple  biop- 
sies. The  elevated  alkaline  phosphatase  suggested  liver  me- 
tastases,  and  this  was  confirmed  by  the  CT  scan.  This  type  of 
cancer  is  often  referred  to  as  gastric  stump  carcinoma. 

Discussion 

Carcinoma  of  the  stomach  was  the  most  fre- 
quent cause  of  death  from  cancer  50  years  ago. 
The  incidence  has  declined  since  then.1  Presently 
an  estimated  25,000  cases  occur  annually  in  the 
United  States.  The  etiology  of  the  disease  is  still 
not  clear.  The  disease  continues  to  be  a common 
killer  in  some  countries  like  Japan,  Chile,  and 
Iceland.  Thus,  environmental  factors  may  be  im- 
portant. Although  difficult  to  study,  diet  has  been 
implicated  in  the  pathogenesis  in  several  studies. 
Some  families  with  gastric  cancer  have  been  de- 
scribed implicating  genetic  factors.  Several  con- 
ditions have  been  associated  with  a higher  inci- 
dence of  gastric  carcinoma,  including  pernicious 
anemia,  hypochlorhvdria,  achlorhydria,  post-gas- 
trectomy  stomach,  hypertrophic  gastropathv,  and 
gastric  polyps;  atrophic  gastritis  and  intestinal 
metaplasia  are  considered  to  be  the  major  pre- 
cursors.2 

The  association  of  partial  gastrectomy  and 
subsequent  development  of  stump  carcinoma  was 
first  described  by  Balfour  in  1922. 3 Subsequently, 
multiple  studies  have  been  done  to  evaluate  this 
association.  Results  have  frequently  been  con- 
flicting. Studies  in  which  comparison  between  the 
observed  incidence  of  stump  cancer  has  been 
made  with  the  expected  incidence  of  gastric  can- 
cer in  a similar  population  have  shown  no  signif- 
icant differences  between  the  two  groups.4  It  has 


also  been  argued  that  the  incidence  of  cancer  in 
post-gastrectomy  patients  cannot  be  higher,  be- 
cause in  these  patients  the  most  common  site  for 
cancer  has  been  removed.5  That  there  is  no  sig- 
nificant difference  in  the  observed  versus  expect- 
ed incidence  of  gastric  cancer  in  some  of  the 
studies  may  indicate  that  the  incidence  in  the  re- 
maining stomach  is  indeed  higher.  Animal  stud- 
ies have  clearly  demonstrated  increased  inci- 
dence of  stump  cancer.  In  addition,  these  studies 
have  also  shown  that  the  incidence  is  very  high 
when  a gastroenterostomy  is  done  without  gas- 
trectomy. When  a Billroth-II  gastrectomy  is  done 
with  a Roux-en-Y  gastroenterostomy  in  these  an- 
imals, the  incidence  of  gastric  cancer  approaches 
zero.6  Thus  procedures  having  more  duodeno- 
gastric  reflux  carry  higher  risk;  the  risk  also  in- 
creases with  the  interval  after  the  surgery. 

It  is  believed  that  the  risk  of  developing  can- 
cer in  post-gastrectomy  stomach  is  3%,  although 
in  the  first  15  years  after  the  surgery  it  is  mini- 
mal. Should  these  patients  be  routinely  screened 
to  diagnose  early  gastric  cancer?  It  has  been  rec- 
ommended that  screening  should  be  done  by  en- 
doscopy with  multiple  biopsies,  but  only  after  15 
years.  Screening  should  be  done  every  three  to 
five  years  unless  the  biopsy  reveals  dysplasia, 
when  more  frequent  follow-up  would  be  neces- 
sary. 

Answer:  (3)  Gastric  stump  carcinoma.  r ^ 
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Health  and  Environment  Report 


The  Status  of  the  Nation  and  Tennessee  in 
Reaching  the  1990  Health  Objectives 

FREDIA  S.  WADLEY,  M.D.,  MSHPA 


Many  feel  the  United  States  Public  Health 
Service  (USPHS)  was  exceedingly  brave  to  make 
a commitment  to  the  226  health  objectives  that 
were  published  in  The  1990  Health  Objectives  for 
the  Nation.  The  USPHS  probably  deserves  even 
more  respect,  however,  for  attempting  to  give  us 
a status  report  by  means  of  A Midcourse  Review. 
The  1990  Health  Objectives  for  the  Nation.1 

Though  space  does  not  permit  discussion  of  all 
226  objectives,  I shall  present  the  major  compo- 
nents of  some  of  the  objectives  related  to  the 
vaccine-preventable  diseases  and  give  a national 
and  state  progress  report.  Table  1 summarizes  the 
objectives  and  achievements  related  to  the  an- 
nual number  of  reported  cases  of  these  diseases. 
Table  2 gives  some  of  the  goals  relating  to  “Im- 
provement of  Health  Services.” 

Most  health  professionals  believe  there  is  little 


chance  of  having  90%  of  2-year-olds  completely 
immunized  by  1990  (Table  2).  Tennessee  count- 
ed only  those  children  who  had  received  all  the 
recommended  immunizations  using  four  DPTs  as 
the  standard,  while  the  United  States  used  only 
three  DPTs.  The  U.S.  percent  of  2-year-olds 
completely  immunized  by  Tennessee’s  standards 
would  probably  not  be  higher  than  our 
67. 8%. This  points  out  the  difficulty  in  comparing 
figures  that  are  obtained  using  different  guide- 
lines for  data  collection. 

The  two  health  service  objectives  relating  to 
influenza  and  pneumococcal  vaccine  (Table  2) 
cannot  be  evaluated  at  this  time  in  Tennessee  be- 
cause we  have  no  reporting  or  surveillance  sys- 
tem for  them.  It  is  not  likely,  however,  that  our 
progress  would  be  any  better  than  the  nation’s. 
It  is  obvious  that  neither  health  professionals  nor 


TABLE  1 


1990  GOALS  FOR  IMPROVEMENT  OF  HEALTH  STATUS 


1990 

1985 

Possibility  of 
US  Achievement 

1985 

US  Goals 

US  Cases 

by  1990 

TN  Cases 

Measles 

500/yr 

2,704 

Questionable 

2* 

Mumps 

<1 ,000/yr 

2,886 

Likely 

32f 

Polio 

< 1 0/yr 

5t 

0 

Rubella 

<1 ,000/yr 

604 

Achieved 

0 

Congenital  rubella  syndrome 

<1 0/yr 

0 

Achieved 

0 

Diphtheria 

<50/yr 

2 

Achieved 

0 

Pertussis 

<1 ,000/yr 

3,275 

Unlikely 

18 

Tetanus 

<50/yr 

71 

Unlikely 

12 

'Imported  case  with  second  case  in  cousin  who  has  delayed  measles  immunization  until  after  Christmas. 

■(■Outbreak  of  mumps  in  Tennessee  in  1986  with  total  reported  cases  for  year  250  but  estimated  to  have  over  600  cases. 
TAN  polio  cases  vaccine  related. 


From  the  Tennessee  Department  of  Health  and  Environment, 
Nashville.  Dr.  Wadley  is  chief  medical  officer  of  TDHE. 
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TABLE  2 

1990  GOALS  FOR  IMPROVEMENT  OF  HEALTH  SERVICES 


Goal 


90%  completed  basic 
immunizations  by  age  2 


US  Status  TN  Status 

(1984  Data)  (1986  Data) 

measles-81 .7%  67.8% 

mumps-76. 7%  with  all 

rube  I la-78. 4% 
polio-74. 2% 

DPT-85.8% 

The  US  figures  are  based  on  three  DPT  injections; 
Tennessee  uses  four  DPTs. 


(1984-85 

(1985-86 

School  Year) 

School  Year) 

95%  in  licensed  day 

Head  Start-93% 

98.6% 

care  and  K-12  fully 

Day  Care-93% 

98.4% 

immunized 

K-1-96% 

98.9% 

K- 12-88% 

97.8% 

60%  of  high  risk 

1984-17% 

Unknown 

population*  receiving 
annual  immunization 
against  influenza 

Achievement  unlikely 

60%  of  high  risk 
population*  received 
pneumococcal  vaccine 

1984-9.5% 

Unknown 

*As  defined  by  the  Immunization  Practices  Advisory  Committee  of  the  Public  Health 
Service. 

the  public  are  convinced  of  the  value  of  these 
vaccines;  it  could  be  that  although  we  are  con- 
vinced of  the  value  of  immunizations  for  chil- 
dren, we  are  not  as  accepting  of  them  for  adults. 

Another  service  objective  is  that  by  1990  at 
least  50%  of  individuals  in  populations  designat- 
ed as  targets  by  the  Advisory  Committee  on  Im- 
munization Practices  should  be  immunized  with- 
in the  five  years  of  licensure  of  a new  vaccine  for 


routine  clinical  use.  Hepatitis  B and  Haemophi- 
lus influenzae  b (Hib)  vaccines  have  been  li- 
censed for  routine  clinical  use  since  this  objective 
was  established.  By  1985,  about  20%  of  those 
targeted  to  receive  hepatitis  B vaccine  were  im- 
munized, and  30%  of  targeted  health  profession- 
als had  received  the  vaccine.  Hib  was  not  li- 
censed until  April  1985,  but  by  the  end  of  1985 
an  estimated  3 million  doses  had  been  given  in 
the  United  States. 

It  is  possible  for  this  objective  to  be  met,  but 
a great  deal  of  effort  is  still  needed.  The  Centers 
for  Disease  Control  in  Atlanta  is  striving  to  im- 
prove professional  and  public  awareness  about  the 
benefits  and  risks  of  hepatitis  B vaccine.  The 
greatest  barrier  for  the  use  of  the  Hib  vaccine  is 
the  lack  of  federal  and  state  funds  to  provide  this 
vaccine  through  local  health  departments.  Ten- 
nessee is  one  of  the  few  states  purchasing  the 
vaccine  and  requiring  it  for  attendance  at  day  care 
facilities;  Tennessee  gave  36,000  Hib  injections 
in  public  health  clinics  alone  in  1986.  For  these 
reasons,  Tennessee  should  easily  achieve  this  ob- 
jective for  Hib. 

It  appears  that  the  greatest  challenges  for  the 
United  States  and  Tennessee  are  (1)  to  complete 
the  basic  recommended  immunizations  in  chil- 
dren by  age  2;  and  (2)  to  make  health  profession- 
als and  the  public  aware  of  the  immunizations 
needed  in  certain  high  risk  groups.  r S 
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Loss  Prevention  Case  of  the  Month 


Patient  Care  and  Bureaucracy 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

An  84-year-old  white  female  stroke  victim  was  admitted 
to  a long-term  care  facility  from  a leading  Tennessee  hospital 
with  the  following  orders  signed  by  the  medical  director,  who 
became  the  patient’s  attending  physician: 

(1)  1,800-calorie  ADA  diet 

(2)  AC  urine  for  glucose,  one  time  daily,  sequentially  be- 
fore breakfast,  lunch,  and  supper 

(3)  Up  in  chair  ad  lib 

(4)  Decubitus  care  per  standing  orders  b.i.d. 

(5)  15  units  NPH  insulin  q a.m.,  AC 

There  was  no  note  in  the  hospital  chart  at  the  time  of  dis- 
charge describing  any  decubitus  lesions.  The  entry  history  and 
physical  examination  in  the  nursing  home  chart  did  not  men- 
tion decubitus  ulcers.  Six  weeks  after  admission  a progress 
note  on  the  record  indicated  no  change  in  the  patient’s  con- 
dition, but  an  order  for  “C&S  on  decubitus  ulcers”  was  writ- 
ten. 

During  the  following  3'/2  months,  there  were  orders  for 
different  antibiotics  on  three  separate  occasions,  the  first  of 
which  was  culture  specific.  The  first  antibiotic  order  was  for 
Ampicillin,  250  mg,  PO,  q.i.d.,  for  10  days.  No  subsequent 
cultures  were  done  for  the  changes  in  antibiotic  therapy.  On 
one  occasion  an  order  was  written  for  a topical  antibiotic  to 
be  applied  “to  the  decubitus  ulcers  on  the  inner  aspects  of 
each  leg.”  There  were  recertification  forms  for  Medicaid 
signed  at  the  required  60-day  intervals,  but  no  progress  notes 
in  the  patient’s  medical  record. 

Six  months  after  admission  to  the  nursing  home,  the  pa- 
tient was  readmitted  to  the  general  hospital  where  bilateral 
above-knee  amputations  were  done.  The  patient  died  ap- 
proximately 15  days  after  this  hospital  admission.  A lawsuit 
was  filed  within  a year  of  the  patient’s  death  charging  both 
the  nursing  home  and  the  medical  director  with  negligence. 

Loss  Prevention  Points 

A careful  study  of  the  patient’s  medical  rec- 
ords in  the  nursing  home  and  in  the  hospital  re- 
vealed unmistakable  evidence  of  advanced  arte- 
riosclerotic disease  involving  both  the  brain  and 
the  lower  extremities.  There  were  notations  in 
the  nursing  home  record  indicating  repeated 
telephone  contacts  with  the  attending  physician, 
but  only  one  physician  visit  could  be  document- 


or. Avery  is  medical  director  for  Continuing  Medical  Education, 
St.  Thomas  Hospital,  Nashville,  and  chairman  of  the  Loss  Prevention 
Committee,  State  Volunteer  Mutual  Insurance  Company,  Brentwood. 
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ed.  The  tests  for  urine  sugar  were  done  with  some 
regularity  and  ranged  from  0 to  3 + . No  blood 
glucose  levels  were  done.  While  the  nurses’  notes 
faithfully  record  “patient  turned  q two  hours,” 
there  was  no  evidence  that  the  “up  in  chair  ad 
lib”  order  was  ever  adhered  to. 

This  elderly  diabetic  patient  obviously  suc- 
cumbed to  the  ravages  of  generalized  arterioscle- 
rotic disease.  Even  though  in  all  probability  the 
course  of  this  disease  could  not  have  been  signif- 
icantly altered  by  more  aggressive  therapy,  a siz- 
able settlement  was  agreed  to  by  both  the  nurs- 
ing home  and  the  attending  physician. 

According  to  experts  who  were  involved  in  the 
review  of  the  records  in  this  case,  the  attending 
physician  did  not  adequately  supervise  the  pa- 
tient’s care  while  she  was  in  the  nursing  home. 
Experts  who  reviewed  the  record  agreed  that  de- 
cubitus care  was  substandard,  and  that  the  dia- 
betes was  not  monitored  adequately.  The  “de- 
cubitus lesions”  were  never  described  or  even 
precisely  located  anatomically  in  the  record.  Al- 
though the  attending  physician  was  “medical  di- 
rector” of  the  facility,  the  record  did  not  show 
that  the  physician  had  been  made  aware  of 
changes  in  the  patient’s  condition  in  a timely 
manner. 

The  record  did  show  that  the  system  worked 
well  enough  to  satisfy  the  bureaucratic  require- 
ments of  recertification  for  Medicaid  payment, 
but  it  did  not  reflect  a comparable  level  of  inter- 
est in  the  clinical  management  of  the  patient. 

The  number  of  patients  who  will  be  cared  for 
in  this  type  of  setting  can  be  expected  to  increase 
as  our  population  gets  older.  The  medical  rec- 
ords must  show  the  physician’s  direct  supervision 
of  patient  care  as  clinically  indicated.  We  must 
not  allow  any  type  of  “regulation”  to  dictate  the 
level  of  involvement  in  the  care  of  our  patients 
in  long-term  care  facilities.  r S 
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Our  Time 

Have  you  ever  asked  yourself,  “What  is  time?”  It’s  a word  we  use  very 
frequently  and  in  dozens  of  ways  with  various  connotations.  The  early  Greeks 
had  a dual  concept  of  time  and  it  is  reflected  in  the  early  translations  of  the 
Bible  and  other  ancient  writings. 

They  had  two  primary  words  for  time.  “Chronos,”  from  which  our  word 
chronometer  is  derived,  was  meant  to  designate  measured  time — defined  as 
“a  continuous,  irreversible  occurrence  of  a succession  of  events  from  the 
past  through  the  present  to  the  future.”  Seconds,  minutes,  hours,  days, 
weeks,  years,  decades,  centuries,  and  on  to  millenia  were  adopted  to  mea- 
sure the  shadow  on  the  sundial,  the  running  of  the  sand  through  the  hour- 
glass, the  striking  of  the  clock,  the  calendar  with  day  and  night,  summer  and 
winter.  This  is  the  time  we  live  by,  work  by,  and  die  by.  It  passes  unrelent- 
lessly.  How  we  use  that  time  is  our  life  and  determines  our  impact  on  human 
history.  As  physicians  we  have  more  opportunities  to  spend  our  allotted 
time  for  the  good  of  our  patients,  communities,  and  country  than  any  other 
profession. 

Henry  Van  Dyke  wrote  “ Time  Is:  Too  slow  for  those  who  wait;  Too  swift 
for  those  who  fear;  Too  long  for  those  who  grieve;  Too  short  for  those  who 
rejoice;  But  for  those  who  love.  Time  is  eternity.”  Of  all  the  things  we  can 
do  with  our  time,  such  as  use,  waste,  kill,  bide,  spend,  buy,  lose,  gain,  save, 
keep,  give,  and  dozens  of  others,  use  is  probably  the  most  significant. 

The  other  concept  of  time,  the  Greek  word  “kairos,”  implies  an  age,  a 
season,  a definite  period,  or  an  opportunity.  It  may  be  the  time  for  action, 
to  make  things  happen,  to  change,  or  even  the  old  “come  to  the  aid  of  the 
party.”  It  is  this  time  that  is  upon  us  now  if  we  are  to  have  an  impact  on 
the  future  of  health  care  in  Tennessee,  U.S.  of  A. 

Changes  are  being  forced  upon  us — some  good,  some  bad.  The  remark- 
able advances  in  medicine  are  promising  longer,  healthier  lives  for  all  of  us. 
The  economics  and  ethics  of  delivering  these  to  our  patients  are  being  de- 
bated and  settled  in  Congress  and  state  houses  across  the  nation.  Insurance 
companies,  hospitals,  employers,  and  other  third  parties  are  staking  out  their 
turfs,  and  all  overlap  onto  the  practice  of  medicine. 

It’s  TMA’s  time,  it’s  AMA’s  time,  it’s  medicine’s  time  to  become  in- 
volved in  the  solutions  of  today’s  problems.  Fate  does  not  hold  the  future. 
We  do.  It’s  our  time. 
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The  Face  on  the  Bottle 

So  we  sing  of  Lydia  Pinkham, 

Savior  of  the  human  race; 

She  gave  the  world  her  vegetable  compound — 

And  on  each  bottle  was  a picture  of  her  face. 

— Anon. 

Many  of  you  will  recognize  that  as  the  chorus 
of  a bawdy  song  we  used  to  sing  in  my  medical 
school  and  housestaff  days.  Maybe  they  still  do, 
though  I get  the  impression  students  don’t  have 
as  much  fun — or  perhaps  better  phrased,  they 
don’t  engage  in  the  same  level  of  extracurricular 


frivolity — as  we  did.  In  the  first  place,  most  of 
the  students  now  are  married,  whereas  in  those 
days  a married  student  was  an  anomaly.  In  the 
second  place,  the  students  are  loaded  down  with 
all  sorts  of  nonmedical  trivia — necessary,  per- 
haps, but  nonetheless  trivia — having  to  do  with 
our  socioeconomic  problems,  which  are  slowly  but 
surely  choking  medical  practice  to  death — or  at 
least  squeezing  all  the  fun  out  of  it. 

In  the  frontier  days  of  our  country,  medicine 
was  often  a sure  enough  sideshow.  Anyone  was 
a doctor  who  said  he  was,  and  the  only  limits  on 
so-called  medical  practice  was  buyer  credulity. 
Legislatures  regarded  as  self-serving  the  attempts 
by  the  more  responsible  members  of  the  medical 
community  to  define  criteria  and  establish  licen- 
sure for  the  practice  of  medicine.  Though  the 
term  had  not  yet  been  coined,  licensure  was  con- 
sidered in  restraint  of  trade.  Much  of  medicine 
was  indeed  a trade  in  those  days,  and  its  motto 
was  “Caveat  emptor.’’  Lydia  E.  Pinkham  and 
colleagues  were  in  the  driver's  seat. 

Professionalism  was  established  in  medicine  in 
this  country  shortly  before  the  end  of  the  last 
century,  as  one  state  after  another,  detecting  the 
wisdom  in  the  advice  of  medicine’s  leaders,  en- 
acted licensing  laws  that  required  as  a minimum 
for  medical  practice  a diploma  from  a recognized 
medical  school.  The  real  impetus  for  excellence 
came  shortly  after  the  first  World  War  with  the 
Flexner  report,  resulting  in  a much  needed  over- 
haul of  the  educational  system.  At  about  the  same 
time,  as  the  practice  of  medicine  became  increas- 
ingly complex,  medical  specialty  boards  began 
certifying  competence  in  specialized  areas;  this 
gained  impetus  with  the  vast  leaps  in  technology 
resulting  from  research  in  World  War  II. 

The  practice  of  medicine  over  the  next  two  or 
possibly  nearly  three  decades  was  satisfying,  it 
was  fun,  and  it  brought  to  the  American  public, 
as  well  as  to  the  many  from  foreign  lands  who 
came  to  seek  it,  the  best  medical  care  available 
anywhere  in  the  world.  The  American  Medical 
Association  developed  a code  of  ethics  that  was 
uniformly  adhered  to,  and  on  occasions  when  it 
was  not,  there  were  ethics  committees  and  griev- 
ance committees  in  the  local  medical  societies  that 
dealt  with  the  situation.  Though  the  medical 
profession  was  sometimes  accused  of  sheltering 
its  own,  sometimes  with  justification,  there  were 
teeth,  the  ultimate  being  expulsion,  a measure 
that  could  bring  a medical  practice  to  a screech- 
ing halt,  as  admission  privileges  at  hospitals  and 
even  membership  on  hospital  staffs  were  de- 
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pendent  upon  membership  in  the  local  society. 

The  Nashville  Academy  of  Medicine — like.  I'm 
sure,  every  other  medical  society — is  continually 
getting  calls  and  letters  from  patients  with  a cry 
of  “Can't  you  do  something?''  or  colleagues, 
particularly  the  young  and  inexperienced,  ask, 
“Why  don’t  you  do  something?"  about  whatev- 
er. We  don't  “do  something"  because  we  can't 
do  anything.  Everything  we  could  once  do  is  in 
restraint  of  trade  or  it  interferes  with  somebody’s 
livelihood  (even  if  it’s  shady).  Try  to  limit  a col- 
league’s activities  and  you  could  wind  up  paying 
him  treble  damages.  The  cry  of  the  public,  and 
the  warning  from  certain  regulating  agencies  for 
medicine  to  clean  up  its  act,  is  nullified  and  frus- 
trated by  other  agencies,  particularly  that  watch- 
dog of  tradesman,  the  FTC,  who  defy  us  to  clean 
up  our  act. 

We  have  a lot  of  problems  these  days,  and  this 
one  sometimes  pales  in  comparison,  unless  one 
happens  to  be  a member  of  a grievance  commit- 
tee or  the  board  of  trustees  of  a local  society, 
where  the  flack  sometimes  gets  heavy.  I hate  to 
say  it,  but  some  of  our  colleagues  are  operating 
on  the  ragged  edge  of  respectability — not  many 
of  them,  but  some — and  they  are  charging  a lot 
for  it,  too.  It  is  quite  a comedown  from  that 
“golden  age"  of  medicine.  We  can  now,  to  be 
sure,  do  a lot  more  for  our  patients,  but  the  way 
has  been  opened  for  us  to  do  it  to  them.  too. 

What’s  more  to  the  point,  the  snake  oil  sales- 
men are  moving  into  position.  Try  to  keep  them 
out,  and  see  where  it  gets  you.  The  AMA  has 
done  away  with  its  department  on  quackery  and 
questionable  practices.  It  isn't  because  such  don't 
abound,  either. 

The  bottle  is  still  there;  only  the  picture  of  the 
face  on  it  has  changed. 

J.B.T. 


Elementary,  My  Dear  Watson 

Perhaps  the  most  persuasive  mark  of  the  thea- 
ter “heavy"  is  the  curled  lip.  The  English  seem 
to  do  this  better  than  most  anyone  else  (except 
Charles  Boyer);  some  of  my  favorites  of  that 
genre  are  (or  perhaps  better,  were)  Basil  Rath- 
bone  (ok  Sir  Guy  of  Gisborne  himself),  Charles 
Laughton  (who  was  Captain  Bligh,  destroying 
with  his  art  the  name  of  an  apparently  fine  offi- 
cer), Vincent  Price,  and  Charles  Sanders.  All  of 
them,  of  course,  as  superb  actors,  could  and  did 


portray  other  sorts  of  characters,  but  only  if  a 
sneer  was  appropriate. 

In  addition  to  being  the  dastardly  Sir  Guy, 
Basil  Rathbone  was  Sherlock  Holmes  for  my 
generation,  and  a better  characterization  than  his 
of  the  great  detective  is  hard  to  imagine.  Now 
that  the  goodie  oldies  are  shown  regularly  on  ca- 
ble channels,  I suspect  Mr.  Rathbone  is  S.  H.  to 
the  younger  generations,  too.  That  he  is  a piece 
of  fiction  is  apt  to  escape  us. 

That  Sherlock  Holmes  is  a piece  of  fiction  has 
sometimes  escaped  a loyal  following  of  his  for 
just  a century  come  November,  the  date  the  first 
Sherlock  Holmes  tale  hit  the  streets.  It  was  A 
Study  in  Scarlet , a novel  that  appeared  in  Bee- 
ton's  Christmas  Annual  after  it  had  been  reject- 
ed by  two  other  publishers,  much,  I am  sure,  to 
their  everlasting  chagrin,  not  to  mention  impov- 
erishment. Mr.  Holmes’  literary  master,  Sir  (lat- 
er) Arthur  Conan  Doyle,  M.D.,  was  paid  the 
magnificent  sum  of  £25  for  his  efforts;  he  re- 
ceived no  royalties.  Later  on,  he  did  better  for 
himself  as  Baker  Street  became  an  international 
institution  (though  there  was  in  fact  no  221  Bak- 
er Street  until  a street  renumbering  in  1930). 

It  is  in  A Study  in  Scarlet  that  Holmes  meets 
Dr.  Watson,  who  becomes  his  biographer  and 
companion — not  so  much  his  straight  man  as  Ni- 
gel Bruce  makes  him  on  film.  Though  later  stud- 
ies of  Holmes  have  never  equaled  that  of  Basil 
Rathbone,  they  have  made  Dr.  Watson  less 
bumbling,  an  improvement.  I think,  and  truer  to 
Dr.  Doyle's  account;  Watson,  a former  army  sur- 
geon, retired  after  receiving  wounds  in  India,  may 
have  been  gullible,  but  never  bumbling. 

At  the  age  of  22,  Arthur  Conan  Doyle  re- 
ceived his  M.D.  degree  from  the  Royal  Infirma- 
ry in  Edinburgh,  his  home  town,  and  after  a year 
as  a ship’s  surgeon  on  a whaler  set  up  practice 
with  a fellow'  medical  student  in  Plymouth.  His 
practice,  soon  solo,  never  flourished,  and  he  filled 
in  the  time  between  patients  w'ith  his  writing.  He 
abandoned  his  practice  altogether  in  1890,  and 
for  his  efforts  was  knighted  in  1902.  He  wrote 
other  things  than  Sherlock  Holmes  stories,  of 
which  there  were  four  long  ones  and  56  short 
ones,  and  some  of  those  others  w'ere  well  re- 
ceived. He  tired  of  Holmes  on  occasion,  and  both 
retired  him  and  tried  to  do  him  in,  but  had  to 
bring  him  back  out  of  public  demand.  He  has 
even  been  accused  of  being  jealous  of  Holmes. 
His  last  story  was  published  in  1927,  three  years 
before  his  death. 

Sir  Arthur  was  something  of  a detective  him- 
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self,  having  solved  two  rather  complex  cases  that 
resulted  in  the  acquittal  of  the  suspect  in  each. 
There  is  controversy  over  whether  he  himself 
served  as  his  model  for  either  Holmes  or  Wat- 
son. The  best  estimate  is  that  the  model  for 
Holmes,  insofar  as  his  deductive  abilities  are 
concerned  at  least,  was  Dr.  Joseph  Bell,  an 
Edinburgh  surgeon  and  one  of  Doyle’s  instruc- 
tors. The  Sherlock  Holmes  Society  of  London, 
which  now  has  over  600  members  and  publishes 
the  biannual  Sherlock  Holmes  Journal,  fosters  the 
notion  that  Holmes  actually  existed  and  that 
Watson  documented  his  actual  cases,  often  to  the 
discomfiture  of  Scotland  Yard,  whose  dicks  often 
do  appear  bumbling  in  the  stories.  Doyle  is  to  be 
looked  upon,  according  to  them,  as  simply  the 
literary  agent  that  arranged  for  the  publication  of 
Watson's  memoirs.  Perhaps  he  did  well  to  be 
jealous  of  Holmes. 

All  of  which  shows  how  history  gets  changed. 
Give  ’em  another  hundred  years  or  so,  and 
Holmes  will  survive  triumphantly;  Sir  Arthur  will 
have  been  only  his  hack.  Sic  transit  gloria  mundi. 
The  servant  is  not  greater  than  his  master — ex- 
cept sometimes. 

J.B.T. 


Roadside — Er — Flowers? 

We  are  the  roadside  flowers 
Straying  from  garden  grounds, 

Lovers  of  idle  hours, 

Breakers  of  ordered  bounds. 

— Bliss  Carmen 
Roadside  Flowers 

A few  things  still  linger,  sometimes  vividly,  in 
memories  of  our  annual  treck  from  Chattanooga 
to  Daytona  Beach  when  I was  young.  Colorful 
chenille  bedspreads  bedecking  clotheslines,  mak- 
ing an  artist’s  palette  of  the  sometimes  dreary 
countryside  from  Dalton  to  Cartersville.  Road- 
side peaches  in  South  Georgia,  and  the  Perry 
Hotel  (still  a haven  for  the  next  generation  as  the 
“New  Perry  Hotel  and  Motel”).  Taking  forever 
to  get  through  Atlanta  (after  more  than  a half 
century,  and  with  interstates,  it  still  does).  Red 
clay  banks  along  North  Georgia  roads,  often 
covered  with  Kudzu;  pecan  and  peach  orchards 
from  Perry  to  Macon,  and  sandy  fields  of  jack 
pine  around  Waycross,  which  through  North 
Florida  had  an  undergrowth  of  palmetto.  And 
Burma  Shave. 
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There  was  not  much  in  the  countryside  to  en- 
tertain small  boys.  On  grounds  that  it  was  bad 
for  the  eyes  (I  have  yet  to  figure  that  one  out), 
reading  in  the  moving  automobile  was  forbidden. 
My  brother  and  I soon  tired  of  “bull” — the  game 
in  which  you  count  cows  and  have  to  start  over 
again  if  you  see  a white  horse — and  the  scenery, 
which  through  Georgia  mostly  isn’t  much,  in  any 
case.  So  Burma  Shave’s  little  jingles,  strung  out 
on  five  small  red  signs  over  maybe  a mile,  were 
a welcome  and  greatly  anticipated  respite. 

Since  the  scenery  along  US  41  was  virtually 
unspoilable,  and  the  signs  small  and  unobtru- 
sive— not  to  mention  entertaining — I never  heard 
them  vilified;  they  were  finally  interdicted  as  a 
safety  hazard  with  the  onslaught  of  heavy,  high 
speed  traffic,  much  of  it  18  wheelers.  1 don’t  re- 
member much  about  roadside  signs  generally  in 
those  days,  except  that  there  were  some — prob- 
ably lots.  World  War  II  intervened,  and  after- 
wards, when  we  were  traveling  the  same  route 
with  children  of  our  own,  there  definitely  were 
lots.  And  not  unobtrusive,  either. 

Tennessee  is  one  of  our  nation’s  most  scenic 
states.  Grand  vistas  can  unfold  before  the  trav- 
eler from  the  Tennessee  River  in  the  west  to  the 
Great  Smokies  and  the  Blue  Ridge  Mountains  in 
the  east.  (The  Mississippi  Delta  has  the  same 
scenic  properties  as  South  Georgia — not  much.) 
Unfortunately,  to  have  the  grand  vista  unfold  one 
has  to  abandon  the  highway  and  walk  at  least  50 
feet  away  from  it.  If  one  stays  on  the  highway, 
what  is  likely  to  unfold  are  instructions  for  get- 
ting to  the  Rise’n  Shine  Biscuitry  or  the  Stop  ’n 
Slumber  Nitery  at  the  next  exit,  or  some  such. 
To  be  sure,  that  is  not  necessarily  all  bad.  The 
kid-weary  traveler  can  point  to  the  sign  that  an- 
nounces, “Twelve  Miles,”  in  answer  to  the  stri- 
dent cries  of,  “When  do  we  stop?”  Small  com- 
fort to  everybody  else.  The  only  others  to  profit 
from  the  experience  are  the  outdoor  advertising 
companies. 

Outdoor  advertising  companies  are  obviously 
more  potent  in  Tennessee,  at  least  before  its 
Legislatures,  than  its  millions  of  citizens,  who 
would  rather  look  at  trees  than  billboards.  The 
outdoor  advertisers  took  to  chopping  down  trees 
to  put  up  their  sightblinders,  and  irate  sightseers 
took  to  chopping  down  billboards  to  restore  the 
sights.  It  was  a standoff  that  cost  the  advertisers 
a lot  of  money  and  the  citizens  a lot  of  trees.  A 
compromise  was  struck  by  Governor  Alexander, 
which  didn’t  work.  We  are  back  at  least  to  losing 
trees.  I don’t  know  about  the  billboards,  since  I 

JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


don’t  worry  much  about  them.  Their  owners  can 
obviously  take  care  of  themselves — at  our  ex- 
pense. 

I was  struck  by  this  while  touring  the  North- 
west and  British  Columbia  last  summer,  where 
such  desecration  is  forbidden  by  law.  Until  that 
happens  here,  Tennessee  roadside  flowers  will 
continue  to  be  weeds  of  wood  and  metal  that 
blossom  willy-nilly,  at  the  pleasure  of  the  Legis- 
lature’s pampered  few,  to  clutter  the  highways, 
and  even  sometimes  the  byways. 

It  does  keep  the  driver’s  eyes  on  the  road.  The 
rest  can  catch  up  on  their  beauty  sleep.  And  the 
kids?  Try  “bull.” 

J.B.T. 


Gate  Keepers 

To  the  Editor: 

Your  recent  editorial  in  the  December  1986  issue 
of  the  TMA  Journal,  along  with  Dr.  Eason’s  article, 
which  complimented  each  other  very  nicely,  prompted 
me  to  make  and/or  elaborate  on  a few  points  regard- 
ing the  HMO  situation  in  Nashville. 

The  “gate  keeper”  arrangement  as  noted  by  Dr. 
Eason  is  a very  important  part  of  the  control  of  the 
cost  of  medical  care,  although  it  is  important  that  the 
gate  keeper’s  decisions  be  based  on  medical  judgment 
and  not  financial  concerns.  We,  the  medical  profes- 
sion, need  to  become  hard  nosed  with  respect  to  ov- 
erutilization, but  at  the  same  time  we  must  be  very 
careful  that  we  do  not  diminish  the  quality  of  patient 
care  by  trying  to  save  money,  particularly  for  the  in- 
surance companies,  which  HMOs  primarily  are.  The 
question  then  becomes  who  will  profit  and  how,  with 
respect  to  the  financing  of  the  HMO. 

The  physician-owned  and  controlled  HMO  is  the 
ideal  HMO  solution,  if  there  is  any  such  thing.  This 
entity  has  the  responsibility  of  controlling  the  utiliza- 
tion of  medical  resources;  it  is  responsible  for  seeing 
that  the  patient  can  see  the  proper  physician,  whether 
it  be  primary  care  or  specialist,  the  proper  number  of 
times,  and  for  the  proper  reasons.  It  also  has  the  re- 
sponsibility of  having  a major  input  into  hospital  and 
pharmacy  utilization. 

This  entity  does  not,  therefore,  have  to  make  mon- 
ey, though  it  will  if  it  is  successfully  operated  as  a busi- 
ness. This  entity  sees  to  it  that  the  physician  is  paid 
his  fee-for-service,  though  fees  must,  of  course,  be  re- 
viewed by  reasonable  people,  who  do  not  allow  over- 


charge for  either  office  visits  or  procedures.  This  part 
of  the  problem  can  be  controlled  by  controlling  who 
belongs  to  the  HMO,  which  means  that  the  medical 
director  has  to  be  somewhat  autocratic,  but  at  the  same 
time,  exercise  his  autocracy  with  some  wisdom,  com- 
mon sense,  and  flexibility.  He  cannot  always  be  right, 
and  therefore  must  be  willing  to  listen  to  his  peers. 

Whether  primary  care  or  specialist,  the  physician 
has  an  equal  responsibility  with  respect  to  cooperation 
and  utilization.  Whether  he  is  an  investor  or  merely 
has  signed  on  as  a provider  of  care,  he  needs  not  only 
to  be  interested  in  having  patients  provided  to  him, 
but  to  be  very  conscious  that  the  financial  entity  needs 
to  be  able  to  pay  its  business  costs.  If  the  physician  is 
not  cooperative,  does  not  do  outpatient  workups,  does 
not  carefully  control  the  utilization  of  the  hospital,  then 
financial  problems  will  arise.  Simple  things,  such  as 
hospital  admission  on  the  day  of  a surgical  procedure 
when  possible,  are  certainly  desirable.  The  discharge 
of  a patient  in  the  afternoon,  as  opposed  to  the  follow- 
ing morning,  is  important.  Many  physicians  do  not  un- 
derstand that  the  midnight  census  is  most  often  used 
by  the  insurance  entity  as  the  time  that  another  hos- 
pital day  starts. 

The  capitation  programs  that  Dr.  Thomison  men- 
tioned seem  to  me  to  be  truly  malignant.  There  is  no 
way  that  this  country,  which  has  what  I believe  to  be 
the  very  highest  quality  of  medical  care,  can  continue 
to  supply  such  care  under  a capitation  program.  The 
quality  can  survive  if  we  do  away  with  many  of  the 
“frills,”  some  of  which  can  easily  be  avoided.  We  phy- 
sicians have  been  a willing  party  to  overutilization 
through  the  years,  when  it  was  so  simple  to  send  the 
bill  to  the  insurance  company,  who  paid  it  in  full.  This 
type  of  arrangement  is  no  longer  possible,  though  I do 
not  believe  that  rationing  of  health  care  need  be  the 
trap  that  we  fall  into  next. 

With  respect  to  capitation,  I would  like  to  point  out 
that  that  system  allows  the  insurance  company  to  put 
its  entire  risk  upon  the  physician.  The  insurance  com- 
pany can  know  in  advance  exactly  how  much  it  can 
and  will  make,  without  taking  any  of  the  risk.  It,  after 
all,  is  in  this  business  to  make  a profit.  If  it  cannot 
make  a profit,  the  companies  will  do  as  they  did  here 
in  Tennessee  a few  years  back  regarding  malpractice 
insurance.  They  will  simply  quit  serving  this  medical 
community.  It  therefore  means  that  an  amount  paid  to 
me  per  month  to  care  for  a given  number  of  patients, 
with  the  strings  they  attach,  can  do  nothing  but  en- 
courage me  to  undertreat  the  patient. 

In  the  first  place,  the  withhold,  which  the  physi- 
cian-owned and  controlled  IPA  uses  to  increase  capi- 
talization, is  used  in  an  entirely  different  manner  by 
the  capitation  arrangement.  It  is  used  to  pay  the  insur- 
ance company  for  those  dollars  that  you  spend  on  re- 
ferral to  specialists  and  for  hospitalization.  Currently, 
the  specialist  will,  for  the  most  part,  receive  his  fee, 
although  this  will  have  to  be  negotiated  with  the  insur- 
ance company.  Actuarially,  the  insurance  company  can 
determine  how  many  patients  will  need  to  be  hospital- 
ized during  a given  period  of  time.  They  will  control 
this  by  preadmission  certification  and  by  charging  the 
primary  care  physician  part  of  the  hospitalization  cost 
if  he  allows  too  many  patients  to  be  hospitalized,  re- 
gardless of  the  legitimacy  of  that  hospitalization. 
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One  insurance  entity  here  in  Nashville,  namely 
Equicor,  has  so  far  been  unsuccessful  in  obtaining 
enough  physicians  to  have  a capitation  program  for 
sale,  and  has  therefore  tried  to  capitate  us  by  the  back 
door.  They  have  simply  taken  their  PPO  arrangement 
and  added  a withhold,  which  withhold  will  be  used  to 
pay  any  overage  in  a specialist  pool  and/or  the  hospital 
pool,  at  the  end  of  the  year.  They  again  have  all  the 
cards,  call  all  of  the  shots,  and  have  assured  their  prof- 
it on  the  front  end. 

I am  as  concerned  as  anyone  about  the  necessity 
for  controlling  the  cost  of  medical  care.  I do  not  be- 
lieve that  we  the  physicians  can  do  it  alone.  The  fed- 
eral government  is  attempting  to  control  its  costs  by 
reneging  on  political  promises  and  trying  to  lay  the 
blame  on  the  physician  for  the  increased  cost  to  the 
elderly  patient  of  his  Medicare  program.  The  insur- 
ance entities  are  attempting  to  do  a very  similar  thing. 
Somewhere,  the  public  also  needs  to  realize  that  the 
cost  of  medicine  is  determined  by  several  things,  in- 
cluding their  utilization  of  it.  They  demand  care  for 
themselves  without  understanding  that  they  need  to  be 
also  concerned  about  their  neighbor.  The  cost  of  care 
is  also  controlled  by  such  things  as  the  population 
growth,  the  cost  of  “running  a hospital,”  and  new 
technology,  as  pointed  out  in  a recent  special  com- 
munication in  the  JAMA  by  Dr.  Harry  Schwartz  of 
Tufts  University  School  of  Medicine.  He  points  out 
that  even  after  all  unnecessary  days  have  been  elimi- 
nated, the  underlying  rate  of  increase  will  reemmerge 
unless  “limitations  are  placed  on  technological  inno- 
vations, or  beneficial  services  are  rationed.” 

Having  been  involved  from  its  inception  here  in 
Nashville  with  a physician-owned  IPA  HMO,  I have 
become  increasingly  aware  that  we  the  profession  have 
the  best  opportunity  we  have  had  in  a long  time  to  do 
our  share  in  controlling  the  cost  of  medical  care.  This 
will,  however,  necessitate  a great  deal  of  thoughtful 
and  willing  cooperation  within  the  profession.  It  will 
necessitate  things  such  as  preadmission  certification, 
utilization  review,  and  a willingness  on  the  part  of  the 
HMO  not  to  renew  contracts  with  “bad  actors,” 
whether  they  abuse  the  system  in  terms  of  overutili- 
zation or  overcharging.  If  the  insurance  company  can 
make  a guaranteed  profit  by  having  us  in  servitude, 
then  certainly  we  can  do  an  even  better  job  as  free 
men. 

Morse  Kochtitzky,  M.D. 

P.O.  Box  24810  ' 

Nashville,  TN  37202 


To  the  Editor: 

Over  the  past  year  I have  read  with  great  interest 
your  pointed  editorials,  especially  when  you  discuss  is- 
sues pertinent  to  the  “health  care  revolution.”  Your 
most  recent  article  in  the  December  1986  issue  of  our 
Journal  points  out  succinctly  the  potential  grave  pitfall 
for  all  physicians  involved  in  capitated  medical  care. 
Health  insurance,  as  any  insurance,  is  purchased  by 
the  buyer  to  protect  himself  from  financial  catastro- 
phe. I agree  with  you  that  it  is  unfair  and  unwise  to 
make  physicians  their  patients’  advocates  and  insurers 
at  the  same  time  through  capitation  of  medical  care. 
Pertinent  to  this  also  is  the  recent  TMA  position  re- 
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garding  establishing  an  IPA  HMO,  which  I also  feel  is 
a grave  error  in  judgment.  There  is  no  doubt  that  there 
is  a great  need  for  physicians  to  monitor  their  col- 
leagues and  eliminate  waste  in  medical  care  through 
appropriate  use  of  hospital  or  outpatient  facilities  de- 
termined by  their  patients’  needs.  Clear  examples  of 
substantial  savings  in  health  care  dollars  doing  just  that 
are  available  almost  anywhere  you  look.  The  risk- 
sharing features  of  HMOs,  whether  they  be  true  capi- 
tation of  a primary  care  gate  keeper  or  capitation  and 
risk  of  a group  of  physicians  in  an  IPA,  is  a risky  busi- 
ness at  best,  not  only  for  the  physicians  involved  but 
potentially  for  their  patients  also.  Although  I do  par- 
ticipate in  HMOs,  I do  so  in  a careful  and  selective 
manner  with  the  jitters  in  my  stomach,  to  perhaps  learn 
from  the  experience  and  also  perhaps  altruistically  not 
to  deny  some  of  my  patients  continued  follow-up  (al- 
beit not  by  me  necessarily)  in  a changing  health  care 
system. 

Keep  the  comments  coming!  Although  our  dog  in 
this  fight  seems  to  be  losing  to  the  more  aggressive 
corporate  and  government  beasts,  the  outcome  has  not 
yet  been  determined,  and  perhaps,  for  the  betterment 
of  the  health  care  of  our  patients,  we  can  still  make 
appropriate  changes  in  health  care  delivery  without 
conflicts  of  interests. 

K.  F.  Luckmann,  M.D. 

Oak  Ridge  Gastroenterology  Assoc. 

988  Oak  Ridge  Turnpike 
Oak  Ridge,  TN  37830 


To  the  Editor: 

This  is  in  response  to  the  editorial  of  Dr.  John  B. 
Thomison  and  the  Special  Communication  from  Dr. 
Hamel  B.  Eason,  both  of  which  appeared  in  your 
December  1986  edition  of  the  Journal.  They  were  in- 
formative and  challenging.  Taken  together  they  dem- 
onstrate the  range  of  understanding  and  misunder- 
standing extant  in  the  medical  profession  about  the 
changes  that  currently  plague  us. 

At  one  extreme  is  the  constructive  evaluation  of 
reality  represented  in  Dr.  Eason’s  remarks,  wherein 
he  correctly  identifies  that  change  is  driven  by  legiti- 
mate concerns  within  society  about  the  cost  of  medical 
care.  As  a consequence  those  who  purchase  health  care 
services  have  sought  to  alter  the  financial  incentives 
and  the  control  procedures  that  impact  physicians  since 
physicians  allocate  the  resources  in  health  care.  These 
are  normal  and  predictable  responses  that  would  be 
expected  in  other  endeavors  in  our  society.  Some  of 
the  initiatives  being  urged  upon  us  are  wise  and  work- 
able; others  are  not,  as  Dr.  Eason  indicates.  However, 
none  of  them  are  unusual  nor  necessarily  good  or  evil. 

At  the  other  extreme  of  reaction  seen  in  medicine 
today  is  the  diatribe  of  Dr.  Thomison’s  editorial.  We 
in  medicine  look  ingenuous,  if  not  desperate,  when  we 
sweepingly  attack  the  morality  of  “business  men.”  To 
label  HMOs  as  “that  anathema  of  good  medical  care” 
is  equally  desperate  in  tone,  and  disregards  the  fact 
that  tens  of  thousands  of  fine  physicians  in  excellent 
health  care  organizations  are  practicing  in  HMOs.  They 
are  doing  it  without  prostitution  of  their  professional 
standards.  Evidence  in  the  peer  review  literature  in- 
dicates that  their  patients’  health  remains  equal  to  that 
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of  others  who  receive  care  in  non-HMO  settings.  We 
are  on  very  thin  ice  when  we  call  capitation  for  the 
payment  of  services  “a  license  to  steal.”  This  is  espe- 
cially true  since  the  alternative  financing  system  for 
payment  so  frequently  espoused  by  our  profession  is 
that  of  fee-for-service.  The  author  of  this  editorial  has 
not  been  to  many  cocktail  parties  if  he  has  not  been 
subjected  to  the  same  complaint  or  joke  about  “the 
doctor’s  fee”  usually  delivered  only  half  in  jest. 

At  a recent  meeting  I attended  there  were  present 
physicians,  health  care  consumers,  medical  adminis- 
trators and  persons  from  several  constituent  organiza- 
tions concerned  with  health  care  policy,  including  both 
quality  and  cost  issues.  As  part  of  one  panel  I heard  a 
physician  leader  complaining  about  the  changes  occur- 
ring in  medicine  with  frequent  prediction  about  the 
unfavorable  results  that  he  foresaw  relative  to  quality 
of  care.  As  he  warmed  to  his  subject  he  finally  pre- 
dicted that  if  the  government  and  business  didn't  back 
off  from  their  efforts  to  change  the  way  medicine  is 
practiced,  “Doctors  are  going  to  take  to  the  streets!” 
It  was  then  that  I witnessed  a frightening  and  sobering 
response.  In  reply  a lady  from  a senior  citizens  orga- 
nization replied,  “Well  Doctor.  I predict  you  won't  find 
anyone  out  there  to  support  you  but  other  doctors.” 

At  the  December  1986  interim  meeting  of  the 
American  Medical  Association,  Dr.  James  Sammons 
identified  the  fact  that  there  remains  a significant  res- 
ervoir of  distrust  of  the  motives  of  physicians  within 
American  society.  This  is  mentioned  here  to  under- 
score the  critical  point  that  the  shape  and  form  of  the 
health  care  system  of  the  future  will  not  be  a product 
solely  or  even  mainly  of  the  medical  profession's  pref- 
erences or  biases.  Health  care  is  a business  as  Dr. 
Thomison  posits.  The  record  shows  that  consumers  who 
have  been  participants  in  an  alternative  delivery  sys- 
tem (HMO,  PPO,  EPO)  adapt  to  that  style  of  care 
and  tend  to  stay  with  it — or  some  other  form  of  man- 
aged health  care — when  they  subsequently  change  their 
health  insurance  arrangements.  Although  most  physi- 
cians abhor  the  very  idea,  health  care  is  becoming 
market  driven.  The  “golden  age'"  of  a seller's  market, 
enjoyed  by  doctors  but  a few  years  ago,  is  not  going 
to  return.  The  growing  supply  of  physicians  will  assure 
that.  The  sad  fact  for  us  in  medicine  is  consumers  and 
those  who  purchase  health  care  will  define  the  health 
care  system  of  tomorrow. 

All  of  this  is  a staggering  challenge  to  our  profes- 
sion. The  task  so  clearly  before  us  is  to  define  a con- 
structive agenda  that  will  allow  the  profession  to  move 
through  this  difficult  time  and  maintain  the  essential 
values  of  the  profession  in  a time  of  change.  Attacking 
the  “morals”  of  the  business  community  and  other  such 
polemics  is  not  that  constructive  agenda. 

The  problem  in  health  care  today  is  not  the  quality 
of  the  health  care  system.  The  problem  is  how  to  pay 
for  the  system  that  has  been  built  over  the  past  25 
years.  That  problem  has  not  been  successfully  ad- 
dressed in  spite  of  HMOs.  PPOs,  or  DRGs.  The  rate 
of  increase  in  the  cost  of  health  care  remains  two  or 
three  times  that  of  the  remainder  of  the  economy. 
Buyers  of  health  care  (individuals,  the  government, 
industry,  labor  unions)  continue  their  search  for  a con- 
trol mechanism.  The  simple  process  of  compounding 
rate  of  increase  must  make  the  necessity  for  control 


evident  to  any  thinking  person.  The  insurance  com- 
panies, in  the  absence  of  any  others  prepared  to  un- 
dertake the  task,  are  the  agents  of  change  who  operate 
now  to  effect  the  will  of  those  who  pay  the  bill. 

Insurance  companies  have  a difficult  task  before 
them.  That  task  is  to  halve  (at  least)  the  rate  of  growth 
in  the  cost  of  health  care  while  maintaining  the  desired 
level  of  quality  within  the  system.  The  tools  insurance 
companies  are  using  in  this  endeavor  are  financial  in- 
centives and  medical  case  management.  These  com- 
panies are  not  wedded  to  any  of  the  individual  initia- 
tives involved  such  as  capitation,  risk  pools, 
preadmission  review,  etc.  They  are  willing  and  ready 
to  pay  physicians,  hospitals  or  any  combination  there- 
of for  quality  and  cost-effective  health  care  for  their 
constituents,  who  are  health  care  consumers  and  buy- 
ers. Insurance  companies  would  be  pleased  to  delegate 
the  role  of  change  agent  to  some  other  demonstrably 
effective  agent.  Those  responsibilities  are  costly  and 
controversial.  It  would  be  very  comfortable  for  them 
to  return  to  an  arm’s  length  relationship  such  as  exist- 
ed when  we  sent  the  bill  and  they  had  only  to  pay  it 
in  full  to  please  everyone — the  patient,  the  provider, 
and  the  buyer. 

That  is  the  challenge  and  the  opportunity  for  phy- 
sicians today.  We  in  medicine  need  to  get  ourselves 
organized  and  go  to  work  at  the  task  of  fashioning  a 
quality,  cost-effective  health  care  system  in  response 
to  the  needs  of  the  marketplace.  It  is  essential  that  we 
stop  grieving  about  the  “good  old  days”  and  recognize 
that  it  is  perfectly  possible  to  build  a quality,  cost-ef- 
fective system  using  different  reimbursement  and  con- 
trol procedures.  In  that  process  we  can  fashion  a sys- 
tem that  will  retain  for  physicians  clinical  autonomy, 
plus  the  right  of  final  judgment  about  quality  of  care. 

Dr.  Eason  referenced  physician-friendly  and  physi- 
cian-controlled IPAs  (PF/PC-IPA)  as  the  workable 
model  for  the  alternative  delivery  and  financing  sys- 
tem. He  is  very  much  on  target.  However,  we  must 
realize  that  the  PF/PC-IPA  has  the  same  mission  as 
any  other  alternative  system,  i.e.,  halve  the  rate  of 
growth  of  the  cost  of  health  care  while  retaining  the 
quality  demanded  in  the  market.  That  can  be  done. 
Alone  or  more  often  in  league  with  insurance  compa- 
nies, it's  being  done  by  doctor-controlled  organiza- 
tions today.  It  requires  change — inescapable  change 
demanded  by  society.  Positive  initiatives  to  that  end 
by  us  in  medicine  would  be  enthusiastically  welcomed 
by  all  involved  in  this  complex  problem — consumers, 
buyers,  and  insurer  alike. 

David  J.  Ottensmeyer.  M.D. 
Chief  Medical  Officer 
Equicor 
P.O.  Box  1115 
Nashville.  TN  37202 


Reply 

I have  stated  my  position.  Dr.  Ottensmeyer  has 
provided  me  with  no  reason  to  alter  it. 

John  B.  Thomison.  M.D. 
Editor 
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J.  B.  Hibbitts,  Jr.,  age  92.  Died  January  10,  1987. 
Graduate  of  Johns  Hopkins  University  Medical  School. 
Member  of  Nashville  Academy  of  Medicine. 


Thomas  Wheeler  Johnson,  age  62.  Died  January  3, 
1987.  Graduate  of  University  of  Tennessee  College  of 
Medicine.  Member  of  Northwest  Tennessee  Academy 
of  Medicine. 

Gerald  I.  Plitman,  age  61.  Died  December  20,  1986. 
Graduate  of  Vanderbilt  University  School  of  Medi- 
cine. Member  of  Memphis-Shelby  County  Medical  So- 
ciety. 

William  Cecil  Stanbery,  age  90.  Died  January  9,  1987. 
Graduate  of  University  of  Tennessee  College  of  Med- 
icine. Member  of  Bradley  County  Medical  Society. 


new  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

BRADLEY  COUNTY  MEDICAL  SOCIETY 

Michael  Alan  Daubner,  M.D.,  Cleveland 

CONSOLIDATED  MEDICAL  ASSEMBLY  OF 
WEST  TENNESSEE 

Tim  Linder , M.D.,  Lexington 

FRANKLIN  COUNTY  MEDICAL  SOCIETY 

Diane  L.  Petrilla,  M.D.,  Sewanee 

KNOXVILLE  ACADEMY  OF  MEDICINE 

Samuel  I.  Brown,  M.D.,  Knoxville 
James  L.  Burns,  Jr.,  M.D.,  Knoxville 
Andrea  J.  Eberle,  M.D.,  Knoxville 
John  E.  B.  Harrison,  M.D.,  Knoxville 
Thomas  T.  Kubota,  M.D.,  Knoxville 
Gloria  L.  Lewis,  M.D.,  Knoxville 
Kuang-Tzu  Davis  Lin,  M.D.,  Knoxville 
Chris  John  Martin,  M.D.,  Knoxville 
Christopher  A.  Miller,  M.D.,  Knoxville 
David  B.  Reath,  M.D.,  Knoxville 
Reynald  T.  Simmons,  M.D.,  Knoxville 

MONTGOMERY  COUNTY  MEDICAL  SOCIETY 

E.  L.  Sandidge,  M.D.,  Clarksville 

NASHVILLE  ACADEMY  OF  MEDICINE 

Ali  Emami,  M.D.,  Nashville 
Mary  Anne  Blake,  M.D.,  Nashville 
Mary  Jane  Brown,  M.D.,  Brentwood 
John  Charles  Dalton,  M.D.,  Nashville 
Ben  Weldon  Davis,  M.D.,  Nashville 
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Edwin  Boyette  Emerson,  M.D.,  Nashville 
Jack  Fisher,  M.D.,  Nashville 
William  Harrison  Frist,  M.D.,  Nashville 
Bruce  Randolph  Goodman,  M.D.,  Nashville 
Robert  William  Herring,  Jr.,  M.D.,  Nashville 
Rob  Reid  Hood,  M.D.,  Nashville 
Jeffrey  Lawrence  Hymes,  M.D.,  Nashville 
James  Duncan  Ladd,  M.D.,  Nashville 
Carolyn  M.  Parrish,  M.D.,  Nashville 
William  Edward  Watson,  M.D.,  Nashville 

(Student) 

Susan  L.  Wouters,  Nashville 

ROANE-ANDERSON  COUNTY 
MEDICAL  SOCIETY 

Daniel  E.  Conrad,  M.D.,  Oak  Ridge 
Floyd  E.  Thurston,  M.D.,  Oak  Ridge 

RUTHERFORD  COUNTY/STONES  RIVER 
ACADEMY  OF  MEDICINE 

Paul  David  LeDoux,  M.D.,  Murfreesboro 

SULLIVAN  COUNTY  MEDICAL  SOCIETY 

Susan  M.  Bland,  M.D.,  Kingsport 
Jim  C.  Brasfield,  M.D.,  Bristol 
James  Richard  Cavett,  III,  M.D.,  Bristol 
Jeffery  Dale  Sargent,  M.D.,  Bristol 
Harold  A.  Sims,  M.D.,  Bristol 
William  David  Smith,  M.D.,  Bristol 
Barry  E.  Wright,  M.D.,  Bristol 

SUMNER  COUNTY  MEDICAL  SOCIETY 

Anthony  V.  Dallas,  Jr.,  M.D.,  Hendersonville 

WASHINGTON-UNICOI- JOHNSON  COUNTY 
MEDICAL  ASSOCIATION 

Gregory  Gene  Ames,  M.D.,  Jonesboro 
Frank  P.  Johnson,  Jr.,  M.D.,  Johnson  City 

WHITE  COUNTY  MEDICAL  SOCIETY 

William  Allen,  M.D.,  Sparta 

WILLIAMSON  COUNTY  MEDICAL  SOCIETY 

Henry  P.  Russell,  M.D.,  Franklin 


per/onal  new/ 


Paul  C.  Frederick,  M.D.,  Jackson,  has  been  certified 
as  a Diplomate  of  the  American  Board  of  Obstetrics 
and  Gynecology. 

Jack  M.  Roe,  M.D.,  Livingston,  has  received  the  Liv- 
ingston Civitan  Club’s  annual  Citizenship  Award,  which 
is  presented  to  a person  the  club  feels  has  been  of  out- 
standing service  to  the  community. 

Robert  B.  Wilson,  M.D.,  Huntingdon,  has  received 
Carroll  County’s  highest  honor,  the  coveted  Silver 
Medallion  Award,  recognizing  his  more  than  50  years 
of  service  and  dedication. 
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TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Twelve  TMA  members  qualified  for  the  AMA 
Physician’s  Recognition  Award  during  Decem- 
ber 1986. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Merton  M.  Beckwith,  M.D.,  Nashville 
Ralph  L.  Brickell,  Jr.,  M.D.,  Tullahoma 
John  E.  Chapman,  M.D.,  Nashville 
James  D.  Crutchfield,  M.D.,  LaFollette 
William  E.  Feist,  M.D.,  Chattanooga 
David  N.  Jones,  M.D.,  Nashville 
Merrill  D.  Moore,  M.D.,  Knoxville 
James  R.  Moyers,  M.D.,  Nashville 
Raphael  F.  Smith,  M.D.,  Nashville 
Mary  E.  Thompson  Stroud,  M.D., 
Chattanooga 

Ronald  L.  Terhune,  M.D.,  Memphis 
Melborne  A.  Williams,  M.D.,  Nashville 


announcement/ 


CALENDAR  OF  MEETINGS 


April  11-13 

April  19-24 
April  23-27 

April  25-26 
April  25-May  1 

April  27-28 
April  27-30 
April  27-30 
April  27-May  1 
April  27-May  1 


NATIONAL 

American  Society  for  Laser  Medicine  and 
Surgery — Hyatt  Regency  Embarcadero,  San 
Francisco 

American  Fracture  Association — Chicago 
American  Medical  Society  on  Alcoholism 
and  Other  Drug  Dependencies — Stouffer’s, 
Cleveland 

American  Laryngological  Association — 
Fairmont,  Denver 

American  Occupational  Medical  Associa- 
tion— Wyndham  Franklin  Plaza,  Philadel- 
phia 

American  Broncho-Esophagological  Asso- 
ciation— Denver 

American  College  of  Obstetricians  and 
Gynecologists — Las  Vegas 
Southwestern  Surgical  Congress — Corona- 
do, Calif. 

Ambulatory  Pediatric  Association — Ana- 
heim, Calif. 

Society  for  Pediatric  Research — Anaheim, 
Calif. 


April  28-30 

April  28-30 

April  29-May  2 

April  30-May  3 

April  30-May  3 

May  1-4 

May  1-4 

May  1-4 

May  3-7 

May  3-7 

May  4-8 

May  5-7 

May  6-10 

May  7-10 

May  9-13 

May  9-15 

May  9-15 

May  10-13 

May  10-13 

May  10-14 
May  11-13 

May  12-15 

May  14-17 

May  14-17 

May  14-17 

May  17-20 
May  17-21 
May  19 
May  19-21 
May  23-27 
May  24-28 
May  25-30 
May  26-27 
May  26-30 
May  27-30 


American  Laryngological,  Rhinological,  and 
Otological  Society — Denver 
American  Society  for  Head  and  Neck  Sur- 
gery— Fairmont,  Denver 
American  Burn  Association — Washington, 
DC. 

American  Association  for  the  History  of 
Medicine — Philadelphia 
Christian  Medical  Society — International 
Hotel,  New  Orleans 

American  Federation  for  Clinical  Re- 
search— Town  & Country,  San  Diego 
American  Society  of  Clinical  Investigation — 
Town  & Country,  San  Diego 
Association  of  American  Physicians — Town 
& Country,  San  Diego 
American  Association  of  Neurological  Sur- 
geons— Dallas 

Uniformed  Services  Academy  of  Family 
Physicians — Orlando,  Fla. 

Association  for  Research  in  Vision  and 
Ophthalmology — Hyatt,  Sarasota,  Fla. 
American  College  of  Legal  Medicine — Long 
Beach,  Calif. 

American  Psychoanalytic  Association — Hyatt 
Regency,  Chicago 

American  Academy  of  Psychoanalysis — 
Chicago 

American  Society  for  Gastrointestinal  En- 
doscopy— Hyatt  Regency,  Chicago 
American  Gastroenterological  Associa- 
tion— Hyatt  Regency,  Chicago 
American  Society  of  Neuroradiology — New 
York 

American  Thoracic  Society — Marriott/Sher- 
aton, New  Orleans 

Society  for  Cardiovascular  Anesthesiolo- 
gy— Marriott,  Palm  Desert,  Calif. 

Aerospace  Medical  Association — Las  Vegas 
Society  for  Surgery  of  the  Alimentary 
Tract — Chicago 

Society  for  Cardiac  Angiography — Disney- 
land Contemporary  Hotel,  Orlando,  Fla. 
American  Geriatrics  Society — Hyatt  Regen- 
cy, New  Orleans 

Association  of  Clinical  Scientists — Charles- 
ton Place  Hotel,  Charleston,  S.C. 

Virginia  Society  of  Ophthalmology,  annual 
meeting — Sheraton  Tysons  Corner,  North- 
ern Virginia 

American  Ophthalmological  Society — La 
Costa,  Carisbad,  San  Diego 
American  Urological  Association — Hilton, 
Anaheim,  Calif. 

American  Medical  Student  Association — 
New  Orleans 

American  Society  for  Artificial  Internal  Or- 
gans— Marriott  Marquis,  New  York 
American  Fracture  Association — Hyatt  Re- 
gency, Chicago 

American  Association  on  Mental  Deficien- 
cy— Hilton,  Los  Angeles 
American  Association  of  Suicidology — San 
Francisco 

American  Otological  Society — Fairmont, 
Denver 

American  College  Health  Association — 
Chicago 

American  College  of  Sports  Medicine — Las 
Vegas 
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HIM 


continuing  medical 
education  opportunity/ 


The  continuing  medical  education  accreditation  program  of 
the  TMA  has  full  approval  by  the  Accreditation  Council  for 
Continuing  Medical  Education.  An  accredited  institution  or 
organization  may  designate  for  Category  I credit  toward  the 
AM  A Physician's  Recognition  Award  those  CME  activities  that 
meet  appropriate  guidelines.  If  vou  wish  information  as  to  how 
your  hospital  may  receive  accreditation,  write:  Director  of 
Continuing  Medical  Education,  Tennessee  Medical  Associa- 
tion, 112  Louise  Ave.,  Nashville,  TN  37203. 


IMPORTANT  NOTICE 

Published  in  this  section  are  all  educational  opportunities  which  come  to 
our  attention  which  might  be  of  interest  to  our  membership.  As  some  of 
these  are  very  long,  full  year  schedules,  and  others  are  detailed  descrip- 
tions of  courses,  in  order  to  conserve  space,  most  of  them  will  be  pub- 
lished in  only  one  issue  of  the  Journal. 


IN  TENNESSEE 


VANDERBILT  UNIVERSITY 

Clinical  Training  Program 

Opportunities  for  advanced  clinical  education  for  physi- 
cians in  various  subspecialties  have  been  developed  by  the 
School  of  Medicine  and  the  Division  of  Continuing  Educa- 
tion of  Vanderbilt  University.  The  practicing  physician,  with 
the  guidance  of  the  faculty  from  the  participating  depart- 
ment, can  plan  an  individualized  program  of  one  to  four  weeks 
to  meet  recognized  needs  and  interests.  The  experience  may 
include  contact  with  patients;  interaction  with  clinical  and  full- 
time faculty,  housestaff,  and  fellows;  participation  in  clinical 
rounds  and  diagnostic  procedures.  There  is  access  to  the 
Medical  Center  Library  with  excellent  resources.  Experience 
in  more  than  one  discipline  may  be  included  if  time  permits. 

Eligibility:  Licensed  physicians  in  active  practice  are  eligible 
to  apply.  Credit:  AMA  Physician's  Recognition  Award  (Cat- 
egory 1)  and/or  AAFP  Continuing  Education  Accreditation. 
Application:  For  information  and  an  application  contact  Mar- 
ilyn D’Asaro,  Division  of  Continuing  Medical  Education, 
Vanderbilt  University  School  of  Medicine,  CCC-5326  MCN, 
Nashville,  TN  37232,  Tel.  (615)  322-4030. 


Continuing  Education  Schedule 


April  24-25 

May  22-23 
May  26-30 
May  31-June  7 

June  3-6 

June  18-19 
July  21-25 


Annual  Barney  Brooks  Lecture  and  the  H. 
William  Scott  Society 
11th  Annual  Sonography  Symposium 
Family  Medicine  Review 
British  American  Cardiology  at  the  Ham- 
mersmith— London,  England 
Advances  in  Medical  Imaging — Kqiwah  Is- 
land, S.C. 

Parkinson  Disease 

10th  Annual  Contemporary  Clinical  Neurol- 
ogy— Hilton  Head  Island,  S.C. 


For  information  contact  Division  of  Continuing  Medical 
Education,  Vanderbilt  University  School  of  Medicine,  CCC- 
5326  MCN,  Nashville,  TN  37232,  Tel.  (615)  322-4030. 


MEHARRY  MEDICAL  COLLEGE 
Extended  Continuing  Education  Program 

Arrangements  have  been  made  with  the  following  services 
and  departments  in  the  medical  school  to  allow  practicing 
physicians  to  participate  in  that  service’s  activities  for  a peri- 
od of  one  day  to  one  week.  This  program  provides  an  oppor- 
tunity for  physicians  to  study  in  depth  for  a specified  period. 
The  schedule  of  activities  is  individualized  in  response  to  the 
physician’s  request  by  the  participating  department.  The  ex- 
perience includes  conferences,  ward  rounds,  audiovisual  ma- 
terials and  contact  with  patients,  residents,  and  faculty. 

Fee:  $75  per  day  or  $275  per  five  day  week  of  educational 
experience  including  lunch  and  parking  at  Meharry  Medical 
College.  Credit:  AMA  Category  1 of  the  Physician’s  Recog- 
nition Award,  AAFP,  American  Academy  of  Family  Physi- 
cians and  Continuing  Education  Units  from  Meharry  Medical 
College.  Application:  For  information  contact  Dr.  Henry  A. 
Moses,  Ph.D..  Director  of  Continuing  Education,  Meharry 
Medical  College,  1005  D.B.  Todd  Boulevard,  Nashville,  TN 
37208,  Tel.  (615)  327-6235. 


UNIVERSITY  OF  TENNESSEE 
Continuing  Education  Schedule 

Memphis 


April  1-4 

Critical  Care  Medicine — Hot  Springs,  Ark. 

April  9 

College  of  Medicine  Alumni  Reception — 
Knoxville 

April  23-25 

Pediatric  Critical  Care 

May  6-7 

M.  A.  Reeves  Distinguished  Visiting  Pro- 
fessorship in  Nutrition 

June  12-14 

College  of  Medicine  30  Year  Reunion 

Knoxville 

April  31-May  2 

Family  Practice  Update — Gatlinburg 

Chattanooga 

April  24 

Resident  Research  Day 

May  14-15 

Current  Concepts  in  Cancer 

June  24-27 

Family  Medicine  Review 

Aug.  6-7 

Infectious  Diseases — Williamsburg,  Va. 

Aug.  12-15 

Menopause;  Consequences  and  Treatment 
Strategies — Napa  Valley,  Cal. 

Oct.  19-24 

Emergency  Medicine  Review 

For  information  contact  Mrs.  Jean  Taylor  Bryan,  Office 
of  Continuing  Medical  Education,  University  of  Tennessee 
College  of  Medicine,  800  Madison  Ave.,  Memphis,  TN  38163, 
Tel.  (901)  528-5547. 


EAST  TENNESSEE  STATE  UNIVERSITY 


April  2 
April  9-10 
April  23-25 
May  30 


School  Health 

16th  Annual  School  Health  Education 
Cardiology 

Tough  Psychiatry  Problems  in  Medical  Prac- 
tice— Gatlinburg 


For  information  contact  Ramona  Miller,  Ph.D.,  Program 
Coordinator,  Office  of  CME,  Quillen-Dishner  College  of 
Medicine,  Box  19660A.  Johnson  City,  TN  37614,  Tel.  (615) 
929-6204. 
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Perinatal  Management  Strategies 

For  Fetal  Gastroschisis 

MICHAEL  S.  CARDWELL,  M.D. 


Gastroschisis  is  an  uncommon  fetal  anomaly 
with  an  incidence  of  1 per  12,500  births.1  Pre- 
natal diagnosis  via  obstetrical  ultrasonography  is 
possible.2  Elevated  maternal  serum  alpha-feto- 
protein (MSAFP)  may  also  suggest  the  presence 
of  fetal  gastroschisis.3 

The  differential  diagnosis  of  gastroschisis  in- 
cludes omphalocele,  amniotic  band  syndrome, 
and  bladder  (cloacal)  extrophy.4  Gastroschisis  is 
usually  an  isolated  defect  and  is  readily  remedi- 
able by  operative  therapy  provided  that  a timely 
diagnosis  is  made  and  appropriate  obstetrical- 
neonatal  intervention  is  carried  out.  The  follow- 
ing case  emphasizes  many  of  the  perinatal  man- 
agement strategies  that  will  optimize  the  out- 
come of  a pregnancy  complicated  by  fetal 
gastroschisis. 

Case  Report 

An  18-year-old  primigravida  whose  menstrual  dates  were 
uncertain  was  hospitalized  for  pyelonephritis  on  Jan.  21,  1986; 
obstetrical  ultrasonography  suggested  a gestational  age  of  18 
weeks.  No  gross  fetal  anomalies  were  noted.  An  MSAFP, 
ordered  by  the  obstetrical  consultant  as  part  of  his  routine 
prenatal  evaluation,  was  268  ng/ml,  2.5  times  greater  than 
multiples  of  the  median  (MoM)  for  the  reference  laboratory. 
The  patient  was  referred  to  the  Maternal-Fetal  Medicine  De- 
partment for  further  evaluation. 


From  the  Department  of  Maternal-Fetal  Medicine,  Baptist  Hos- 
pital, Nashville. 

Reprint  requests  to  Department  of  Maternal-Fetal  Medicine,  Bap- 
tist Hospital,  2010  Church  St.,  Suite  223,  Nashville,  TN  37236  (Dr. 
Cardwell). 


A repeat  obstetrical  ultrasound  examination  with  real  time 
scanning  revealed  a fetus  of  approximately  17  to  18  weeks 
with  freely  floating  intestines  in  the  amniotic  fluid  cavity.  No 
covering  membrane  was  present.  No  other  gross  anomalies 
were  identified.  The  patient  was  counseled  regarding  the 
findings,  and  genetic  amniocentesis  was  recommended  to 
verify  chromosomal  normalcy  of  the  fetus.  Amniocentesis 
under  ultrasound  guidance,  with  subsequent  karyotyping,  re- 
vealed a normal  46XX  female.  It  was  the  patient’s  desire  to 
continue  the  pregnancy. 

Serial  ultrasound  examinations  showed  a low  growth  pro- 
file of  the  fetus,  and  at  approximately  36  weeks  of  gestation, 
based  on  previous  ultrasound  examinations,  the  fetus  became 
less  reactive  on  nonstress  testing.  Estimated  fetal  weight  by 
ultrasonography  was  2,125  gm.  An  amniocentesis  to  assess 
fetal  pulmonary  maturity  showed  a phosphatidylglycerol  (PG) 
greater  than  2%. 

The  patient  underwent  abdominal  delivery  on  June  4,  1986 
of  a 2,200-gm  female  infant  with  Apgar  scores  at  1 and  5 
minutes  of  9 and  9 respectively.  Gastroschisis  was  verified  on 
examination,  the  defect  measuring  approximately  4 cm  in 
length  with  only  bowel  protruding  through  the  defect.  No 
other  abnormalities  were  present,  and  primary  closure  of  the 
defect  was  performed  successfully  within  the  first  12  hours  of 
life.  The  infant  did  not  demonstrate  any  respiratory  difficulty 
and  was  discharged  in  good  condition  at  5 weeks  of  age. 

Discussion 

Abdominal  wall  defects  of  the  fetus  may  be 
serendipitously  discovered  by  obstetrical  ultra- 
sonography or  may  be  suggested  by  the  presence 
of  an  elevated  MSAFP.  Fike  neural  tube  defects, 
any  disruption  of  the  fetal  integument  may  allow 
transudation  of  alpha-fetoprotein  from  the  fetal 
circulation  into  the  amniotic  cavity.  Absorption 
into  the  maternal  circulatory  system  causes  an  el- 
evation of  the  MSAFP. 
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The  etiology  of  fetal  gastroschisis  is  thought  to 
be  due  to  a disruption  of  the  omphalomesenteric 
artery,  which  supplies  the  ventral  abdominal 
wall.5  Lack  of  vasculature  to  the  affected  region 
prevents  normal  embryological  closure.  Gastros- 
chisis is  usually  an  isolated  defect,  unlike  fetal 
omphalocele,  which  may  be  associated  with 
chromosomal  abnormalities,  severe  cardiovascu- 
lar anomalies,  and  specific  syndromes  such  as  the 
Beckwith-Wiedeman  syndrome.6 

Differentiating  between  gastroschisis  and  rup- 
tured omphalocele  may  be  difficult  with  prenatal 
ultrasonography.7  An  omphalocele  usually  in- 
volves the  umbilical  cord,  whereas  gastroschisis 
is  usually  located  to  the  right  of  the  umbilical 
cord.  Genetic  amniocentesis  is  recommended  in 
order  to  detect  lethal  chromosomal  anomalies 
such  as  trisomies  13,  15,  18,  which  may  be  asso- 
ciated with  an  omphalocele  but  not  with  gastros- 
chisis. Chromosomal  analysis  is  indicated  even  in 
the  third  trimester  to  prevent  unnecessary  oper- 
ative procedures  for  such  lethal  aneuploidies.  Fe- 
tal echocardiography  is  recommended  to  detect 
cardiovascular  defects,  which  may  also  be  asso- 
ciated with  fetal  omphaloceles.8 

Intrauterine  growth  retardation  frequently  oc- 
curs in  fetuses  with  gastroschisis.9  Transudation 
of  fetal  proteins  into  the  amniotic  fluid  may  con- 
tribute to  nutritional  deprivation  of  the  fetus.10 
Serial  ultrasound  examinations  for  estimating  the 
fetal  weight  are  helpful  in  the  management  of  the 
pregnancy,  and  may  allow  a timely  delivery  prior 
to  a severe  growth  deficiency. 

There  is  controversy  as  to  the  appropriate 
mode  of  delivery  of  the  fetus  with  gastroschisis. 
Although  a recent  series  by  Carpenter  and 
associates9  of  38  cases  of  fetal  ventral  wall  de- 
fects concluded  that  vaginal  delivery  poses  no  risk 
to  the  fetus,  other  reports11  suggest  that  abdom- 
inal delivery  prevents  further  trauma  to  the  ex- 
posed abdominal  contents  and  prevents  contam- 
ination from  the  vaginal  flora.  In  addition,  an 
elective  abdominal  delivery  ensures  that  the  neo- 
natal team,  i.e.,  neonatologists,  pediatric  sur- 


geons, and  others,  would  be  immediately  avail- 
able for  care  of  the  newborn.  Delivery  in  a 
perinatal-neonatal  center  is  recommended,  as  the 
mortality  and  morbidity  is  much  lower  for  inborn 
versus  outborn,  transported  neonates.12 

Summary 

In  conclusion,  prenatal  diagnosis  of  gastros- 
chisis will  become  more  common  as  MSAFP 
screening  becomes  more  widely  available.  Ser- 
endipitous diagnosis  will  continue  to  be  made  on 
obstetrical  ultrasound  examination  performed  for 
unrelated  indications.  Differentiation  between 
gastroschisis  and  other  fetal  abdominal  wall  de- 
fects is  necessary  in  order  to  appropriately  man- 
age the  pregnancy.  Chromosomal  analysis  of  the 
fetus  is  recommended  to  prevent  unnecessary 
operative  delivery.  Serial  ultrasonography  allows 
assessment  of  fetal  growth  and  early  detection  of 
intrauterine  growth  retardation.  Elective  abdom- 
inal delivery  may  prevent  further  trauma  to  the 
fetal  gastrointestinal  tract,  reduce  infection,  and 
allow  immediate  assessment  and  therapy  of  the 
neonate  by  the  complete  neonatal  team.  Deliv- 
ery in  a tertiary  center  is  necessary  for  optimal 
outcome.  r -A 
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Gonadal  Failure:  A Review 


DAVID  MURAM,  M.D.  and  THOMAS  STOVALL,  M.D. 


Gonadal  failure  is  a complex  subject  of  impor- 
tance to  the  obstetrician-gynecologist  as  well  as 
to  other  medical  specialists.  Gonadal  failure  en- 
compasses a wide  spectrum  of  causes,  phenotyp- 
ic expressions,  and  symptomatology,  as  well  as  a 
spectrum  of  gonadal  morphology  and  function. 
Gonadal  failure  comprises  between  4%  and  10% 
of  all  patients  with  amenorrhea  and  is  responsi- 
ble for  approximately  60%  of  those  with  primary 
amenorrhea.1  The  purpose  of  this  paper  is  to  re- 
view the  various  defects  leading  to  gonadal  fail- 
ure. 

Embryology  of  the  Gonad 

In  order  that  one  can  fully  comprehend  the 
specific  defects  in  gonadal  function,  it  is  neces- 
sary to  have  an  understanding  of  the  normal  de- 
velopment and  function  of  the  gonad.  Sex  differ- 
entiation involves  both  genetic  and  hormonal 
events  (Table  1).  The  human  gonads  develop  as 
thickenings  of  the  coelomic  epithelium  over  the 
urogenital  ridge,  an  area  composed  of  germinal 
epithelium  and  its  underlying  mesenchyme.  Pro- 
liferation of  this  mesenchyme  occurs  when  mi- 
gratory primordial  germ  cells  reach  the  area  from 
the  yolk  sac.2  The  migratory  stimulus  remains 
unknown. 

The  differentiation  of  the  testes  is  dependent 
on  the  presence  of  the  Y chromosome;  it  carries 
the  genetic  material  necessary  for  the  formation 
of  the  HY  antigen,3-4  which  can  be  found  on  the 
membranes  of  all  46XY  cells  and  functions  to  di- 
rect the  bi-potential  gonad  to  become  a testis. 
When  the  HY  antigen  is  present  and  functioning 
properly,  testicular  differentiation  is  induced;  in 
its  absence,  an  ovary  is  formed.5 

Even  though  the  development  of  the  bi-poten- 
tial gonad  into  a testis  or  ovary  is  dependent  on 
the  chromosomal  makeup  of  the  fetus,  it  is  indis- 
tinguishable until  six  weeks  of  embryonic  life.6 


From  the  Department  of  Obstetrics  and  Gynecology.  University 
of  Tennessee  College  of  Medicine,  Memphis. 

Reprint  requests  to  Dept,  of  Obstetrics  and  Gynecology,  Univer- 
sity of  Tennessee  College  of  Medicine,  853  Jefferson  Ave.,  Memphis, 
TN  38163  (Dr.  Muram). 


By  the  sixth  week,  cords  of  epithelial  cells  mixed 
with  germ  cells  are  seen.  The  testis  becomes  dis- 
tinctive during  the  seventh  week  by  its  complex 
pattern  of  sex  cords  and  by  its  less  cellular  outer 
cortical  zone,  which  then  forms  the  tunica  albu- 
ginea. An  ovary  can  be  recognized  at  this  time 
only  because  of  its  failure  to  show  these  changes, 
and  it  becomes  histologically  distinguishable  at 
about  ten  weeks.  The  sex  cords  form  the  semi- 
niferous tubules  in  the  male  and  the  primary 
ovarian  follicles  in  the  female;  the  mesenchyme 
forms  the  Leydig  cells  in  the  male  and  the  ovar- 
ian stroma  in  the  female.2 

The  presence  of  two  X chromosomes  is  nec- 
essary for  complete  development  and  proper 
function  of  the  ovary.  The  primary  sex  cords  of 
the  future  ovary  degenerate,  yet  remain  as  rec- 
ognizable structures  until  the  eighth  month.  The 
germ  cells  increase  in  number  until  the  15th  week, 
with  little  increase  in  mesenchyme.  The  primary 
follicles  become  recognizable  in  the  fourth  month, 
as  they  become  enclosed  with  granulosa  cells  and 
surrounded  by  mesenchymal  cells  which  form  the 
theca.7  The  ovary  at  five  months  of  gestation 
contains  about  7 million  germ  cells  and  by  birth 
the  number  of  oocytes  has  decreased  to  2 mil- 
lion. These  oocytes  remain  at  the  first  meiotic 
prophase  until  the  time  of  ovulation.8 

Owing  to  an  intrinsic  programming  of  all  gen- 
ital primordia,  the  fetal  genital  tract  develops 
along  female  lines  unless  maleness  is  actively  im- 
posed before  eight  weeks  of  gestation.  During  this 
critical  stage  of  embryonic  development,  the  fe- 
tus has  two  pairs  of  internal  genital  ducts,  the 

TABLE  1 

SUMMARY  OF  EARLY  GONADAL  DEVELOPMENT 

4 weeks — Primordial  germ  cells,  originating  in  yolk  sac  endoderm 

migrate  to  the  genital  riose 

5 weeks — Indifferent  gonads  are  located  between  the  mesonephral 

and  the  urogenital  riose 

6 weeks — Primary  sex  cords  invade  gonads 

7 weeks — If  XY,  male  characteristics  appear 

12  weeks — If  XX,  definite  ovary  formed,  degeneration  of  primary  sex 
cords 
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mullerian  ducts  and  the  wollfian  ducts.  The  mul- 
lerian  ducts  are  sensitive  to  mullerian  inhibiting 
factor  (MIF),  but  after  eight  weeks  this  inhibit- 
ing factor  will  not  prevent  the  development  of 
the  mullerian  ducts.  Without  the  MIF,  a uterus 
results  regardless  of  the  phenotypic  sex  of  the  in- 
dividual.910 

In  order  for  the  46XY  embryo  to  develop  into 
a normal  male,  the  testis  must  produce  two  sub- 
stances: androgens  and  MIF.  The  MIF  prevents 
further  development  of  mullerian  structures, 
which  remain  rudimentary  structures  in  the  male. 
Testosterone  production  begins  by  the  eighth 
week,  and  in  addition  to  wollfian  duct  stimula- 
tion, it  influences  descent  of  the  testes  from  the 
upper  abdomen  into  the  inguinal  area  by  the  12th 
week.1112  The  testes  reach  the  scrotum  by  the 
28th  week.1315  The  MIF  may  influence  testicular 
descent  as  well,  since  patients  with  deficient  MIF 
function  commonly  have  undescended  testes.16  In 
addition,  androgens  virilize  the  external  genita- 
lia. 

The  external  genitalia  require  such  androgenic 
stimulation  to  develop  along  male  lines.  The  de- 
gree of  virilization  depends  on  the  amount  of  an- 
drogens and  on  the  timing  and  duration  of  ex- 
posure (Table  2).  In  the  absence  of  androgenic 
stimulation,  the  external  genitalia  will  develop 
along  female  lines.  When  testes  involute  follow- 
ing a period  of  production  of  MIF  and/or  andro- 
gens, the  clinical  findings  are  dependent  upon  the 
degree  of  previous  testicular  activity  and  the  tim- 
ing of  involution  in  relation  to  the  critical  periods 
of  gonadal  development.  Thus,  when  either  MIF 
or  testosterone  is  not  produced  in  sufficient 
quantity,  or  when  the  hormones  do  not  function 
properly,  a female  or  predominantly  female 

TABLE  2 

TIMING  OF  TESTICULAR  REGRESSION  AND  ITS  EFFECTS 
ON  THE  GONADAL  TRACT 

Time  Post-Fertilization 

Testicular  Regression  Occurs  Syndrome  Produced 

Pure  gonadal  dysgenesis 
Swyer  syndrome 
Agonadism 
Testicular  dysgenesis 
Testicular  regression 
Rudimentary  testis 
Anorchia — normal  phenotypic 
male,  no  testicular  tissue 
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phenotype  appears  in  an  individual  with  a 46XY 
karyotype. 

Putting  these  events  together,  if  the  chromo- 
somes are  XY,  testes  form  and  if  these  testes 
function  normally  and  produce  androgens  and 
MIF,  the  genitalia  become  male.  If  there  is  no  Y 
chromosome,  testes  do  not  form,  and  in  the  ab- 
sence of  androgens  and  MIF,  the  genitalia  then 
become  female  (Tables  3 and  4).  Thus  with  such 
a complex  chain  of  events,  a variety  of  abnor- 
malities are  possible. 

Agonadism 

Agonadism  affecting  the  genetic  male  is  a rare 
syndrome  first  described  by  Overzier  and  Lin- 
den.17 These  individuals  have  amenorrhea,  mini- 
mal breast  development,  sparse  pubic  hair  and 
ambiguous  external  genitalia,  indicating  some  in- 
utero  exposure  to  androgens.  These  individuals 
have  small,  underdeveloped  mullerian  structures 
and  no  testicular  tissue  can  be  found.  Removal 
of  the  fibrous  gonadal  ridges  is  necessary  to  pre- 
vent future  neoplasia.18 

This  syndrome  can  be  explained  as  an  insult 
to  the  developing  testes  during  the  critical  period 
of  60  to  69  days.  MIF  has  been  produced  but  the 
testis  is  destroyed  before  significant  amounts  of 
testosterone  are  produced.  Thus,  the  absence  of 
mullerian  duct  development  and  minimal  or  no 
virilization.  As  adults,  these  patients  have  elevat- 
ed gonadotropins,  predominantly  FSH;  cortisol, 
17  hydroxyprogesterone,  and  testosterone  are  all 
well  in  the  normal  female  range.19  These  patients 
are  usually  reared  as  female. 

Treatment  of  these  patients  can  include 
lengthening  the  vagina  with  separation  of  labial 
fusion.  Estrogen  therapy  should  be  employed  to 
feminize  these  girls,  as  well  as  to  prevent  the  de- 
velopment of  osteoporosis.  The  mode  of  inheri- 
tance is  unknown,  although  agonadism  has  been 
reported  in  siblings.20  21  Agonadism  in  46XX  in- 
dividuals resembles  the  clinical  features  of  46XX 
pure  gonadal  dysgenesis  described  elsewhere  in 
this  review. 

Gonadal  Dysgenesis 

Since  Turner  first  described  the  Turner  syn- 
drome and  Ford  described  the  45X0  karyotype 
many  forms  of  gonadal  dysgenesis  have  been  de- 
scribed.22-23 Gonadal  dysgenesis  includes  a wide 
spectrum  of  syndromes  including  pure  gonadal 
dysgenesis  (46XY,  46XX),  mixed  gonadal  dysgen- 
esis (46XY/45X  etc.),  partial  deletions  of  X 
[46Xdel(Xq)  ring  X],  structured  anomalies  of  the 
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Before  43  days 
43-59  days 
60-69  days 
70-75  days 
75-84  days 
90-120  days 
After  120  days 


TABLE  3 

GONADAL  FAILURE  BASED  ON  THE  HY  ANTIGEN 


4See  Table  4) 


Cortical  Dominance 

I 

V 


Agonadism  Dysgenesis  Resistance  Premature  Ovarian 

Failure 

1.  Vascular  1.  Familial  1.  Receptor  1.  Various 

Accident  Recessive  Deficiency  Etiologies 

2.  X Chromosome 
Deletion 


TABLE  4 

GONADAL  FAILURE:  Y LINE  PRESENT 


HY  Antigen  Present — Y Line  Present 

\l/ 

Medullary  Dominance 


Testicular  Tissue 


Regression  After  60  Days 


Regression  Prior  to  60  Days 


4/ 

Mullerian  Tract  Absent 
Virilization  increases 
with  Length  of 
Testicular  Function 


\k 

Mullerian  Tract  Present 
Virilization  Absent 


\U 


\l/ 


1.  Agonadism 

2.  Pure  Gonadal  Dysgenesis 

3.  Mixed  Gonadal  Dysgenesis 

4.  Primary  Testicular  Failure 


1.  Agonadism 

2.  Swyer  Syndrome 

3.  Pure  Gonadal  Dysgenesis 
(46XY) 

4.  Mixed  Gonadal  Dysgenesis 
(45X/46XY) 


X chromosome  [46X,  iso  (Xq)].  Mosaicism  is 
more  common  than  a single  cell  line.  The  most 
common  single  cell  line  is  45X  followed  by 
46Xiso(Xq).24 

The  gonads  are  usually  of  the  streak  type  and 
lack  follicles  and  germ  cells.  However,  in  up  to 
30%  of  patients  with  45X  karyotype  some  degree 
of  ovarian  function  remains  throughout  puberty, 
secondary  sexual  development  may  occur,  and 
pregnancies  have  been  reported.2527  In  these  in- 
dividuals ovarian  function  fails  early  in  life,  and 
the  diagnosis  is  made  when  premature  ovarian 
failure  is  diagnosed. 

When  X chromosome  material  is  missing,  these 
patients  usually  are  of  short  stature,  since  height 
determinants  are  present  on  the  short  arms  of 
both  the  X and  Y chromosomes,  and  possibly  on 
the  long  arm  of  the  X.  Short  stature  results  no 
matter  what  portion  of  the  sex  chromosome  ma- 
terial is  deleted.28 

Turner  syndrome  (45X)  is  the  most  common 
form  of  gonadal  dysgenesis  and  is  the  most  com- 
mon cause  of  primary  amenorrhea.  Patients  have 
varying  phenotypes  with  features  that  include  the 
most  common  of  all  features — short  stature — and 
in  addition,  coarctation  of  the  aorta,  ventral  sep- 
tal defect,  brachycephaly,  arched  palate,  cubitus 
valgus,  horseshoe  kidney,  nail  hypoplasia,  unilat- 
eral renal  agenesis,  lymphedema,  pigmented  nevi, 
pterygium  celi,  shield  chest,  short  fourth  meta- 
carpal.29 Hashimoto's  thyroiditis  is  associated  with 
isochromosome  of  the  long  arm  of  the  X.30 

Mixed  gonadal  dysgenesis,  the  most  common 
form  of  which  is  45XO/46XY,  results  from  a fail- 
ure of  the  Y to  segregate  normally.  Thus,  in  a 
46XY  zygote  this  will  produce  a 45XO/46Y  karyo- 
type. The  second  most  common  type  of  mixed 
gonadal  dysgenesis  is  45X/46Xiso(Xq).  These  pa- 
tients have  varying  phenotypes  which  are  de- 
pendent on  the  degree  of  testicular  development 
as  well  as  the  amount  of  androgens  produced. 
Individuals  with  45X/46XX  karyotype  have  few- 
er anomalies  than  do  45X  individuals.  Approxi- 
mately 18%  of  these  patients  show  some  breast 
development  as  opposed  to  only  5%  of  patients 
with  45X,  and  the  mean  adult  heights  are  great- 
er. The  45X/47XXX  karyotype  is  rare  but  these 
individuals  are  phenotypically  similar  to  45X7 
46XX  patients.  This  chromosomal  anomaly  is  the 
result  of  an  anaphase  lag.  A deletion  of  the  short 
arm  of  the  chromosome,  45X/46X  del  (Xp)  often, 
but  not  always,  results  in  gonadal  dysgenesis  and 
other  features  of  Turner  syndrome.  Thus  the  so- 
matic anomalies  associated  with  Turner  syn- 
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drome  are  due  to  a loss  of  genetic  determinant 
carried  on  the  short  arm  of  the  X chromosome.31 

Approximately  40  cases  have  been  reported 
with  deletion  of  the  long  arm  of  the  X chromo- 
some. Menstruation  occurs  in  approximately  20% 
and  breast  development  in  about  25%.  The  de- 
gree of  gonadal  function  cannot  be  correlated 
with  the  amount  of  Xq  material  loss.  Fifty  per- 
cent of  these  patients  have  normal  height.32 

Familial  gonadal  dysgenesis  has  also  been  de- 
scribed. The  condition  may  be  found  in  pheno- 
typic sisters  in  whom  the  karyotype  is  46XY  or 
46XX.  The  former  condition  is  transmitted  by 
unaffected  female  carriers  in  X-linked  recessive 
fashion,  whereas  the  latter  is  transmitted  as  an 
autosomal  recessive  disorder.  However,  since 
patients  with  46XY  familial  gonadal  dysgenesis 
are  infertile  and  male-to-male  transmission  has 
not  been  documented,  it  is  theoretically  possible 
that  a clinically  indistinguishable  disorder  exists 
which  is  transmitted  in  autosomal  dominant  male- 
limited  fashion.  In  this  form  of  inheritance,  the 
defective  dominant  gene  is  situated  on  an  auto- 
some,  but  its  clinical  expression  is  limited  to  the 
male,  although  an  unaffected  female  is  the  car- 
rier.33'36 

These  patients  are  phenotypically  females  and 
have  no  somatic  anomalies.  Their  stature  is  nor- 
mal and  growth  potential  is  uncompromised.  The 
diagnosis  is  made  when  ovarian  failure  is  docu- 
mented and  a karyotype  performed.  Pubertal  de- 
velopment is  minimal  or  absent. 

Since  familial  gonadal  dysgenesis  is  not  asso- 
ciated with  an  abnormal  karyotype,  the  diagnosis 
cannot  be  made  prenatally,  but  if  the  fetal  karyo- 
type is  normal  and  different  from  that  affecting 
the  family,  the  infant  is  unlikely  to  be  affected. 

Gonadal  removal  is  mandatory  in  all  patients 
with  a Y chromosome.  These  patients  may  de- 
velop a gonadoblastoma  or  malignant  germ  cell 
tumors  such  as  a dysgerminoma.  The  risk  of  ma- 
lignancy in  dysgenetic  gonads  in  the  presence  of 
a Y chromosome  is  25%. 3738 

Swyer  Syndrome 

Swyer  first  reported  two  cases  of  XY  females 
with  uterus  and  bilateral  dysgenetic  testes  in 
1955. 39  The  syndrome  results  from  testicular  fail- 
ure between  post-fertilization  days  43  and  59  of 
embryonic  life,  which  is  prior  to  the  time  of  MIF 
production.  The  affected  individuals  have  nor- 
mal female  external  and  internal  genitalia  but 
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have  a 46XY  karyotype.  The  gonads  are  re- 
placed by  fibrous  bands,  and  the  patient  is  seen 
complaining  of  primary  amenorrhea.  Pubertal 
changes  are  characterized  by  minimal  breast  de- 
velopment, yet  pubic  and  axillary  hair  growth  are 
unimpaired.  Therapy  consists  of  hormonal  re- 
placement, as  well  as  laparotomy  and  removal  of 
the  dysgenetic  gonads.  The  rudimentary  uterus 
can  menstruate  during  replacement  therapy. 
Swyer  syndrome  may  be  inherited  as  a male-lim- 
ited autosomal  dominant  or  an  X-linked  reces- 
sive disorder,  although  sporadic  cases  are  known. 
HY  antigen  is  positive  in  some  patients  implying 
a receptor  defect.  In  others,  HY  antigen  is  not 
present.40-41 

Differentiation  of  Swyer  syndrome  from  the 
more  common  types  of  male  pseudohermaphro- 
ditism due  to  testicular  failure  depends  on  the 
presence  of  vagina  and  uterus.  Obviously,  it  is 
difficult  to  distinguish  on  the  basis  of  physical 
findings  alone  whether  the  gonads  developed  and 
then  disappeared  (primary  testicular  failure)  or 
alternatively  have  never  developed  (agonadism, 
anorchia). 

Testicular  Dysgenesis  and 
Testicular  Regression 

Unlike  patients  with  true  agonadism,  patients 
with  testicular  dysgenesis  have  testicular  loss  be- 
tween gestational  days  70  and  75.  Still,  no  go- 
nads will  be  present,  external  genitalia  will  be 
ambiguous,  and  components  of  both  mullerian 
and  wollfian  ducts  are  present.  If  on  the  other 
hand  testicular  loss  occurs  between  days  75  and 
84,  no  mullerian  duct  remnants  will  be  present, 
the  external  genitalia  will  be  ambiguous,  and 
wollfian  duct  structures  will  be  present.42 

Anorchia 

Testicular  loss  that  occurs  after  90  days  post- 
fertilization leads  to  the  development  of  rudi- 
mentary testes  or  the  vanishing  testis  syndrome. 
The  karyotype  is  XY,  and  the  appearance  of  ex- 
ternal genitalia  is  dependent  on  the  length  of  ex- 
posure to  androgenic  stimulation. 

Premature  Ovarian  Failure 

Patients  with  premature  ovarian  failure  or 
chromosomally  competent  ovarian  failure  have  a 
46XX  karyotype.  Thus,  these  patients  have  nor- 
mal stature  and  none  of  the  somatic  anomalies 
found  in  patients  with  other  forms  of  gonadal 
dysgenesis.  These  patients  usually  have  second- 
ary amenorrhea,  and  the  diagnosis  of  ovarian 
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failure  may  be  made  when  FSH  levels  are  above 
50  mIU/ml.43 

Premature  ovarian  failure  can  result  from  nu- 
merous conditions  such  as  autoimmune  diseases, 
resistant  ovary  syndrome,  environmental  factors 
such  as  infectious  or  infiltrative  diseases  of  the 
ovary,  etc.  Sibships  with  several  affected  individ- 
uals and  paternal  consanguinity  would  favor  au- 
tosomal recessive  inheritance,  the  46XX  pure 
gonadal  dysgenesis,  though  there  are  reports  of 
sporadic  occurrences.  Neuroauditory  deficits 
have  been  seen  in  many  of  these  patients.  He- 
reditary diseases  associated  with  ovarian  failure 
include  myotonic  dystrophy,  galactosemia,  and 
mucopolysaccharidoses.  Numerous  infectious 
diseases  have  been  associated  with  premature 
ovarian  failure.  These  include  mumps,  rubella, 
tuberculosis,  schistosomiasis,  sarcoidosis,  and  ac- 
tinomycosis.44-45 

Receptor  Deficiency 

In  Savage  syndrome  (resistant  ovary  syn- 
drome) the  ovary  has  the  normal  numbers  of  pri- 
mordial follicles,  but  they  fail  to  mature.46  It  is 
thought  that  these  patients  either  lack  FSH  re- 
ceptors or  that  these  receptors  are  defective,  and 
thus  the  primordial  follicle  is  unable  to  respond 
to  gonadotropin  stimulation.  Pregnancy  has  been 
reported  in  some  patients  with  the  Savage  syn- 
drome after  estrogen  replacement  therapy  or  fol- 
lowing high  dose  HMG  treatment.47  These  pa- 
tients should  be  treated  with  estrogens  to  prevent 
the  development  of  osteoporosis,  and  to  main- 
tain secondary  sexual  characteristics. 

Persistent  Mullerian  Duct  Syndrome 

The  persistent  mullerian  duct  syndrome,  or  as 
it  is  sometimes  called,  inguinal  uterine  hernia, 
affects  only  what  appear  to  be  normal  males. 
There  seems  to  be  an  isolated  defect  in  the  pro- 
duction of  or  a lack  of  response  to  the  MIF. 
Therefore,  the  development  of  the  fallopian 
tubes,  uterus,  and  upper  vagina  is  not  inhibited 
in  these  affected  males.  The  testes  are  normal, 
the  external  genitalia  develop  normally,  and  they 
virilize  at  puberty.  The  child  usually  has  an  in- 
guinal hernia  in  which  a small  uterus  and  fallo- 
pian tubes  are  found.  Cryptorchidism  is  com- 
mon, and  it  may  be  the  reason  that  in  about  5% 
of  these  males  a seminoma  or  other  germ  cell 
tumor  may  develop.  In  addition,  many  of  these 
men  are  infertile,  due  either  to  the  cryptorchid- 
ism or  to  damage  to  the  vas  deferens  at  the  time 
of  surgery.  This  syndrome  is  inherited  as  an  X- 


linked  recessive  or  a sex-limited  autosomal  dom- 
inant gene.48 

Management 

A newborn  infant  with  genital  ambiguity  rep- 
resents a medical  emergency.  With  appropriate 
management,  the  child  can  have  a well-adjusted 
life,  but  without  treatment  the  child  may  become 
outcast.  This  newborn  requires  that  a correct  di- 
agnosis be  determined  in  rapid  and  systematic 
fashion.  At  the  same  time,  the  emotional  reac- 
tion of  the  parents  must  be  considered  and  ap- 
propriate counseling  given.  Both  cytogenetic  and 
endocrine  studies  should  be  initiated  at  once.  It 
is  crucial  to  exclude  the  syndrome  of  congenital 
adrenal  hyperplasia,  the  most  common  cause  of 
genital  ambiguity,  since  if  this  is  the  diagnosis, 
the  child  may  be  a salt  loser  and  may  die  during 
the  neonatal  period  or  soon  afterwards.  During 
the  next  72  to  96  hours  required  for  these  tests, 
the  emotional  status  of  the  parents  must  be  con- 
sidered. It  is  extremely  important  that  the  phy- 
sician should  attach  no  unusual  significance  to  the 
occurrence  of  the  genital  ambiguity.  One  should 
emphasize  that  with  corrective  surgery,  the  ex- 
ternal genitalia  should  appear  normal  and  con- 
form to  the  sex  of  rearing  that  was  chosen.  In 
addition,  the  child  can  expect  normal  psycho- 
sexual  development.  Regardless  of  the  sex  cho- 
sen, the  parents  and  family  should  know  that  the 
child  is  a female  or  a male  and  nothing  in  be- 
tween; that  all  contradictory  sexual  features  have 
been  removed  or  would  be  removed  in  the  fu- 
ture; that  the  gonads,  if  of  the  opposite  sex, 
should  be  removed,  and  hormonal  replacement 
therapy  be  given  at  the  time  of  puberty;  that  sex 
life  can  be  expected  to  be  normal;  and  that  fu- 
ture fertility  may  be  affected  by  this  condition. 

The  XY  female  may  escape  diagnosis  until  pu- 
berty, at  which  time  she  fails  to  menstruate.  At 
this  point,  the  psychological  development  of  the 
pubertal  girl  is  of  utmost  importance.  Surgery  to 
elongate  a short  vagina  may  be  necessary  if  grad- 
uated vaginal  dilatation  fails.  Clitoral  reduction 
and  cyclic  hormone  replacement  may  be  re- 
quired to  achieve  feminization  and  prevent  os- 
teoporosis.49 The  patient  must  also  be  informed 
at  an  appropriate  time  that  she  may  be  infertile. 

Because  intersex  disorders  are  inherited,  and 
thus  can  affect  other  siblings,  the  physician  must 
be  aware  of  the  modes  of  inheritance  and  be  able 
to  predict  the  risk  that  the  mother  will  have  an- 
other affected  infant  should  she  become  preg- 
nant again.  The  physician  must  have  a working 


APRIL,  1987 


207 


GONADAL  FAILURE/Muram 

knowledge  of  the  embryonic  development  of  the 
genital  tract,  the  genetics  of  inheritance,  and  the 
medical  and  surgical  treatment  of  such  patients 
before  such  patients  can  be  properly  managed. 

/ ^ 
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Maternal  Serum  Alpha-F etoprotein 
Screening  in  Upper  East  Tennessee 


TERRY  L.  MYERS,  M.D.,  Ph.D.;  CHARLES  W.  SHEARS,  B.S.; 
ARTHUR  R.  GARRETT,  JR.,  M.D.,  Ph.D.;  and  SELMAN  I.  WELT,  M.D. 


The  Regional  Clinical  Genetics  Center  at  the 
East  Tennessee  State  University  College  of  Med- 
icine initiated  a maternal  serum  alpha-fetopro- 
tein screening  program  in  October  1985.  This 
program  carefully  integrated  the  services  of  a lo- 
cal genetics  service  laboratory,  clinical  geneti- 
cists, and  perinatologists  in  order  to  offer  com- 
prehensive testing,  counseling,  and  patient 
evaluations.  We  report  here  some  results  of  the 
first  complete  year  of  this  program. 

Alpha-fetoprotein  (AFP)  is  a serum  glycopro- 
tein with  a molecular  weight  of  approximately 
70,000  daltons.  AFP  was  discovered  to  be  unique 
to  the  fetal  circulation  by  Bergstrand1  in  1956, 
and  is  produced  mainly  in  the  fetal  liver.  AFP  is 
found  normally  in  amniotic  fluid  and  apparently 
diffuses  through  the  placenta  into  the  maternal 
circulation.  Any  defect  that  allows  increased 
leakage  of  fetal  plasma  into  the  amniotic  fluid, 
such  as  a neural  tube  defect  (NTD)  or  ventral 
wall  defect  (VWD),  may  result  in  an  abnormally 
high  concentration  of  AFP,  which  will  corre- 
spondingly result  in  a higher  concentration  in  the 
maternal  serum.  Amniotic  fluid  AFP  levels  peak 
at  about  13  weeks  of  gestation  and  then  begin  to 
decline.  Maternal  serum  AFP  levels,  however, 
rise  throughout  the  pregnancy.  Appropriate 
interpretation  of  the  clinical  significance  of  indi- 
vidual determinations  requires  careful  adjust- 
ments allowing  for  exact  gestational  age,  mater- 
nal weight,  maternal  age,  and  the  presence  of 
maternal  insulin-dependent  diabetes,  utilizing  lo- 
cally derived  standards  appropriate  for  the  spe- 
cific population  being  studied. 

Beginning  in  the  early  1970s,  studies  were  un- 
dertaken to  determine  the  validity  of  measuring 
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AFP  levels  in  amniotic  fluid  and  maternal  ser- 
um.26 These  studies  were  done  using  electropho- 
resis and/or  radioimmunoassays,  and  confirmed 
that  maternal  serum  AFP  could  be  used  in  the 
detection  of  open  NTDs.  In  the  United  Kingdom 
maternal  serum  AFP  screening  programs  have 
been  in  use  since  the  mid-1970s  to  help  identify 
women  with  an  increased  risk  of  carrying  a fetus 
with  an  open  NTD.7  Since  the  issuance  of  a legal 
alert  by  the  American  College  of  Obstetrics  and 
Gynecology  early  in  1985,  the  frequency  of  test- 
ing in  the  United  States  has  significantly  in- 
creased, such  that  the  routine  offering  of  such 
testing  might  now'  be  considered  a fundamental 
standard  of  obstetrical  care. 

Materials  and  Methods 

Approximately  5 to  10  ml  of  clotted  maternal 
blood  were  obtained  from  patients  wTo  had  com- 
pleted 15  to  21  weeks  of  gestation.  The  preferred 
time  was  16  completed  weeks,  since  there  is 
maximal  separation  of  normal  and  abnormal  val- 
ues at  that  time.  The  specimens  were  either 
mailed  to  the  laboratory  or  delivered  by  courier. 
The  samples  are  very  stable,  and  do  not  require 
special  handling. 

The  AFP  analyses  were  performed  twice 
weekly,  using  an  FDA-approved  ELISA  test  de- 
veloped by  Abbott  Laboratories.  This  test  is  a 
solid  enzyme  immunoassay  based  on  the  sand- 
wich principle.  Color  intensity  is  read  using  a 
Quantum  II  spectrophotometer  at  a wavelength 
of  492  nm.  All  samples  are  run  in  duplicate  and 
compared  with  both  kit  and  local  standards.  The 
amounts  of  AFP  are  then  reported  both  as  ab- 
solute amounts  in  ng/ml  and  as  multiples  of  a lo- 
cally derived  median  (MoM).  These  last  values 
are  then  corrected  for  maternal  weight  and  for 
the  presence  of  insulin-dependent  diabetes.  Val- 
ues over  2.5  MoM  or  below  0.5  MoM  are  consid- 
ered potentially  abnormal. 
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MATERNAL  AFP  SCREENING/Myers 

Basic  Protocol  for  Management:  Values  be- 
tween 0.5  and  2.5  MoM  are  reported  as  normal 
and  hard  copy  reports  are  sent  to  the  referring 
physician  by  mail  the  same  day.  When  a result  is 
over  2.5  MoM  but  less  than  3.5  MoM  at  no 
greater  than  17  weeks  of  gestation,  a second 
specimen  is  requested  by  calling  the  referring 
physician’s  office.  In  instances  where  the  value  is 
greater  than  3.5  MoM  on  an  initial  specimen,  or 
greater  than  2.5  MoM  on  a second  specimen,  or 
when  the  pregnancy  is  beyond  18  weeks,  the 
clinical  geneticist  calls  the  referring  physician  to 
discuss  management,  which  usually  involves  re- 
ferral to  the  program  for  ultrasound  evaluation, 
genetic  counseling,  and  amniocentesis  when  no 
obvious  explanation  for  the  elevated  value  has 
been  found.  Low  values  are  age-adjusted  to  de- 
termine an  empiric  risk  for  Down  syndrome,  and 


when  such  risk  is  determined  to  exceed  1:200  an 
amniocentesis  is  recommended. 

Results 

The  results  of  the  first  year  of  screening  are 
presented  in  Fig.  1.  A total  of  1,250  pregnancies 
were  evaluated  by  the  program.  Several  other 
pregnancies  with  abnormalities  detected  initially 
by  ultrasound  that  were  found  to  also  have  ele- 
vated maternal  serum  AFP  levels  are  not  includ- 
ed. 

Using  a cut-off  level  of  2.5  MoM  for  singleton 
pregnancies,  53  were  reported  as  having  high 
values.  This  positive  rate  of  only  4.2%  was  lower 
than  expected,  and  reflects  the  relatively  high 
frequency  of  early  ultrasound  dating  of  pregnan- 
cies being  done  in  the  region,  so  that  essentially 
no  abnormal  values  were  ascribed  to  inappro- 
priate dates  or  to  unanticipated  twin  pregnan- 
cies. On  the  other  hand,  all  instances  of  anen- 
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Figure  1.  Maternal  serum  alpha-fetoprotein  outcomes. 
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cephaly  were  detected  through  early  ultrasound 
studies  and  only  confirmed  by  AFP  and  acetyl- 
cholinesterase testing. 

Second  serum  samples  were  obtained  on  36 
women;  18  of  these  were  reported  as  normal.  All 
of  these  originally  had  only  marginally  elevated 
values,  and  no  women  with  initial  values  above 
3.0  MoM  were  found  to  be  normal  on  repeat 
testing.  Fourteen  individuals  went  directly  to  am- 
niocentesis. 

Thirty  amniocenteses  were  undertaken,  gen- 
erally during  the  17th  gestational  week.  No  ab- 
normalities were  noted  either  at  ultrasound  or  by 
amniotic  fluid  testing  for  AFP  levels  or  kary- 
otype in  21  cases.  In  the  nine  remaining  cases 
there  were  severely  abnormal  fetuses,  including 
two  with  a meningomyelocele,  three  with  ventral 
wall  defects,  one  with  both  ventral  wall  and 
NTDs,  one  with  Trisomy  13  with  cyclopia,  one 
with  urethral  obstruction  with  dysplastic  kidneys, 
and  one  with  a large  porencephalic  cyst.  Fluids 
from  the  open  NTDs  were  also  found  to  be  ace- 
tylcholinesterase-positive. All  diagnoses  were 
confirmed  at  delivery. 

While  many  of  the  women  tested  are  still 
pregnant,  no  false-negatives  of  appropriately  ob- 
tained specimens  are  yet  known. 


Summary  and  Conclusions 

Random  maternal  AFP  screening  of  1,250 
women  detected  nine  significant  fetal  abnormal- 
ities. Through  close  cooperation  of  the  clinical 
geneticists  and  the  perinatologists  it  w7as  possible 
in  all  instances  to  obtain  second  maternal  ser- 
ums. diagnostic  ultrasound  studies,  amniotic  fluid 
AFP  levels,  genetic  counseling,  and  any  indicat- 
ed interventions,  generally  within  14  days  of  ini- 
tiating the  first  screening  sample.  At  present  this 
screening  procedure,  when  carried  out  in  such  a 
cooperative  program,  appears  to  represent  the 
most  efficient  and  cost-effective  prenatal  screen- 
ing presently  in  use  for  any  type  of  birth  defect. 
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THE  STATE-BY-STATE  ASSOCIATION  DUES  LEVELS  FOR  1987 
(As  furnished  by  the  AMA  Division  of  Membership) 


Alabama $250 

Alaska 400 

Arizona 375 

Arkansas 300 

California 340 

Colorado 555 

Connecticut 275 

Delaware 205 

DC 615 

Florida 300 

Georgia 335 

Hawaii 505 

Idaho 394 

Illinois 273 

Indiana 235 

Iowa 300 

Kansas 220 


Kentucky $400 

Louisiana 235 
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Massachusetts 260 
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Nebraska 285 
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New  Hampshire 275 

New  Jersey 330 

New  Mexico 250 

New  York 275 

North  Carolina 350 

North  Dakota 270 


Ohio $295 

Oklahoma 210 

Oregon 325 

Pennsylvania 300 

Puerto  Rico 220 

Rhode  Island 400 

South  Carolina 220 

South  Dakota 350 

Tennessee 220* 

Texas 235 

Utah 285 

Vermont 225 

Virginia 300 

Washington 398 

West  Virginia 300 

Wisconsin 465 

Wyoming 320 


*Only  three  states  have  lower  annual  dues  than  Tennessee. 
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Prevent  recurrences 
month  after  month* 

ZOVIRAX 

(acyclovir) 

CAPSULES 

Brief  Summary 

INDICATIONS  AND  USAGE:  Zovirax  Cap 
sules  are  indicated  for  the  treatment  of  initial 
episodes  and  the  management  of  recurrent  epi- 
sodes of  genital  herpes  in  certain  patients. 

The  severity  of  disease  is  variable  depending 
upon  the  immune  status  of  the  patient,  the  fre- 
quency and  duration  of  episodes,  and  the  degree 
of  cutaneous  or  systemic  involvement.  These 
factors  should  determine  patient  management, 
which  may  include  symptomatic  support  and 
counseling  only,  or  the  institution  of  specific 
therapy.  The  physical,  emotional  and  psycho- 
social difficulties  posed  by  herpes  infections  as 
well  as  the  degree  of  debilitation,  particularly  in 
immunocompromised  patients,  are  unique  for 
each  patient,  and  the  physician  should  deter- 
mine therapeutic  alternatives  based  on  his  or 
her  understanding  of  the  individual  patient’s 
needs.  Thus  Zovirax  Capsules  are  not  appropri- 
ate in  treating  all  genital  herpes  infections.  The 
following  guidelines  may  be  useful  in  weighing 
the  benefit/risk  considerations  in  specific  disease 
categories: 

First  Episodes  (primary  and  nonprimary  infec- 
tions — commonly  known  as  initial  genital 
herpes): 

Double-blind,  placebo-controlled  studies  have 
demonstrated  that  orally  administered  Zovirax 
significantly  reduced  the  duration  of  acute  infec- 
tion (detection  of  virus  in  lesions  by  tissue  cul- 
ture) and  lesion  healing.  The  duration  of  pain 
and  new  lesion  formation  was  decreased  in 
some  patient  groups.  The  promptness  of 
initiation  of  therapy  and/or  the  patient’s  prior 
exposure  to  Herpes  simplex  virus  may  influence 
the  degree  of  benefit  from  therapy.  Patients  with 
mild  disease  may  derive  less  benefit  than  those 
with  more  severe  episodes.  In  patients  with  ex- 
tremely severe  episodes,  in  which  prostration, 
central  nervous  system  involvement,  urinary 
retention  or  inability  to  take  oral  medication  re- 
quire hospitalization  and  more  aggressive  man- 
agement, therapy  may  be  best  initiated  with 
intravenous  Zovirax. 

Recurrent  Episodes: 

Double-blind,  placebo-controlled  studies  in 
patients  with  frequent  recurrences  (6  or  more 
episodes  per  year)  have  shown  that  Zovirax 
Capsules  given  for  4 to  6 months  prevented  or 
reduced  the  frequency  and/or  severity  of  recur- 
rences in  greater  than  95%  of  patients.  Clinical 
recurrences  were  prevented  in  40  to  75%  of  pa- 
tients. Some  patients  experienced  increased 
severity  of  the  first  episode  following  cessation 
of  therapy;  the  severity  of  subsequent  episodes 
and  the  effect  on  the  natural  history  of  the 
disease  are  still  under  study. 

The  safety  and  efficacy  of  orally  administered 
acyclovir  in  the  suppression  of  frequent  episodes 
of  genital  herpes  have  been  established  only  for 
up  to  6 months.  Chronic  suppressive  therapy  is 
most  appropriate  when,  in  the  judgement  of  the 
physician,  the  benefits  of  such  a regimen  out- 
weigh known  or  potential  adverse  effects.  In 
general,  Zovirax  Capsules  should  not  be  used  for 
the  suppression  of  recurrent  disease  in  mildly 
affected  patients.  Unanswered  questions  con- 
cerning the  human  relevance  of  in  vitro  muta- 
1 genicity  studies  and  reproductive  toxicity 
studies  in  animals  given  very  high  doses  of  acy- 
clovir for  short  periods  (see  Carcinogenesis, 
Mutagenesis,  Impairment  of  Fertility)  should  be 
borne  in  mind  when  designing  long-term  man- 
agement for  individual  patients.  Discussion  of 
these  issues  with  patients  will  provide  them  the 
opportunity  to  weigh  the  potential  for  toxicity 
against  the  severity  of  their  disease.  Thus,  this 
regimen  should  be  considered  only  for  appropri- 
ate patients  and  only  for  six  months  until  the 
results  of  ongoing  studies  allow  a more  precise 
evaluation  of  the  benefit/risk  assessment  of 
prolonged  therapy. 

Limited  studies  have  shown  that  there  are  cer- 
tain patients  for  whom  intermittent  short-term 
treatment  of  recurrent  episodes  is  effective.  This 


approach  may  be  more  appropriate  than  a sup- 
pressive regimen  in  patients  with  infrequent 
recurrences. 

Immunocompromised  patients  with  recurrent 
herpes  infections  can  be  treated  with  either 
intermittent  or  chronic  suppressive  therapy. 
Clinically  significant  resistance,  although  rare, 
is  more  likely  to  be  seen  with  prolonged  or  re- 
peated therapy  in  severely  immunocompromised 
patients  with  active  lesions. 
CONTRAINDICATIONS:  Zovirax  Capsules 
are  contraindicated  for  patients  who  develop 
hypersensitivity  or  intolerance  to  the  compo- 
nents of  the  formulation. 

WARNINGS:  Zovirax  Capsules  are  intended  for 
oral  ingestion  only. 

PRECAUTIONS:  General:  Zovirax  has  caused 
decreased  spermatogenesis  at  high  doses  in  some 
animals  and  mutagenesis  in  some  acute  studies 
at  high  concentrations  of  drug  (see  PRECAU- 
TIONS — Carcinogenesis,  Mutagenesis, 
Impairment  of  Fertility).  The  recommended  dos- 
age and  length  of  treatment  should  not  be  ex- 
ceeded (see  DOSAGE  AND  ADMINISTRATION). 

Exposure  of  Herpes  simplex  isolates  to  acy- 
clovir in  vitro  can  lead  to  the  emergence  of  less 
sensitive  viruses.  The  possibility  of  the  appear- 
ance of  less  sensitive  viruses  in  man  must  be 
borne  in  mind  when  treating  patients.  The  rela- 
tionship between  the  in  vitro  sensitivity  of 
Herpes  simplex  virus  to  acyclovir  and  clinical 
response  to  therapy  has  yet  to  be  established. 

Because  of  the  possibility  that  less  sensitive 
virus  may  be  selected  in  patients  who  are  receiv- 
ing acyclovir,  all  patients  should  be  advised  to 
take  particular  care  to  avoid  potential  transmis- 
sion of  virus  if  active  lesions  are  present  while 
they  are  on  therapy.  In  severely  immunocompro- 
mised patients,  the  physician  should  be  aware 
that  prolonged  or  repeated  courses  of  acyclovir 
may  result  in  selection  of  resistant  viruses 
which  may  not  fully  respond  to  continued  acy- 
clovir therapy. 

Drug  Interactions:  Co-administration  of  pro- 
benecid with  intravenous  acyclovir  has  been 
shown  to  increase  the  mean  half-life  and  the 
area  under  the  concentration-time  curve. 
Urinary  excretion  and  renal  clearance  were 
correspondingly  reduced. 

Carcinogenesis,  Mutagenesis,  Impairment 
of  Fertility:  Acyclovir  was  tested  in  lifetime 
bioassays  in  rats  and  mice  at  single  daily  doses 
of  50, 150  and  450  mg/kg  given  by  gavage.  There 
was  no  statistically  significant  difference  in  the 
incidence  of  tumors  between  treated  and  control 
animals,  nor  did  acyclovir  shorten  the  latency  of 
tumors.  In  2 in  vitro  cell  transformation  assays, 
used  to  provide  preliminary  assessment  of  poten- 
tial oncogenicity  in  advance  of  these  more  defini- 
tive life-time  bioassays  in  rodents,  conflicting 
results  were  obtained.  Acyclovir  was  positive 
at  the  highest  dose  used  in  one  system  and  the 
resulting  morphologically  transformed  cells 
formed  tumors  when  inoculated  into  immuno- 
suppressed,  syngeneic,  weanling  mice.  Acyclovir 
was  negative  in  another  transformation  system 
considered  less  sensitive. 

In  acute  studies,  there  was  an  increase,  not 
statistically  significant,  in  the  incidence  of 
chromosomal  damage  at  maximum  tolerated 
parenteral  doses  of  100  mg/kg  acyclovir  in  rats 
but  not  Chinese  hamsters;  higher  doses  of  500 
and  1000  mg/kg  were  clastogenic  in  Chinese 
hamsters.  In  addition,  no  activity  was  found 
after  5 days  dosing  in  a dominant  lethal  study  in 
mice.  In  6 of  11  microbial  and  mammalian  cell 
assays,  no  evidence  of  mutagenicity  was  ob- 
served. At  3 loci  in  a Chinese  hamster  ovary  cell 
line,  the  results  were  inconclusive.  In  2 mam- 
malian cell  assays  (human  lymphocytes  and 
L5178Y  mouse  lymphoma  cells  in  vitro),  positive 
responses  for  mutagenicity  and  chromosomal 
damage  occurred,  but  only  at  concentrations  at 
least  400  times  the  acyclovir  plasma  levels 
achieved  in  man. 

Acyclovir  has  not  been  shown  to  impair  fertil- 
ity or  reproduction  in  mice  (450  mg/kg/day,  p.o.) 
or  in  rats  (25  mg/kg/day,  s.c.).  At  50  mg/kg/day 
s.c.  in  the  rat,  there  was  a statistically  sig- 
nificant increase  in  post-implantation  loss,  but 
no  concomitant  decrease  in  litter  size.  In  female 
rabbits  treated  subcutaneously  with  acyclovir 
subsequent  to  mating,  there  was  a statistically 
significant  decrease  in  implantation  efficiency 
but  no  concomitant  decrease  in  litter  size  at  a 
dose  of  50  mg/kg/day.  No  effect  upon  implanta- 
tion efficiency  was  observed  when  the  same  dose 
was  administered  intravenously.  In  a rat  peri- 
and  postnatal  study  at  50  mg/kg/day  s.c.,  there 
was  a statistically  significant  decrease  in  the 
group  mean  numbers  of  corpora  lutea,  total 
implantation  sites  and  live  fetuses  in  the  F i 
generation.  Although  not  statistically  signifi- 


cant, there  was  also  a dose  related  decrease  in 
group  mean  numbers  of  live  fetuses  and  implan- 
tation sites  at  12.5  mg/kg/day  and  25  mg/kg/day, 
s.c.  The  intravenous  administration  of 
100  mg/kg/day,  a dose  known  to  cause  obstruc- 
tive nephropathy  in  rabbits,  caused  a significant 
increase  in  fetal  resorptions  and  a corresponding 
decrease  in  litter  size.  However,  at  a maximum 
tolerated  intravenous  dose  of  50  mg/kg/day  in 
rabbits,  there  were  no  drug-related  reproductive 
effects. 

Intraperitoneal  doses  of  320  or  80  mg/kg/day 
acyclovir  given  to  rats  for  1 and  6 months,  re- 
spectively, caused  testicular  atrophy.  Testicular 
atrophy  was  persistent  through  the  4-week  post- 
dose recovery  phase  after  320  mg/kg/day;  some 
evidence  of  recovery  of  sperm  production  was 
evident  30  days  postdose.  Intravenous  doses  of 
100  and  200  mg/kg/day  acyclovir  given  to  dogs 
for  31  days  caused  aspermatogenesis.  Testicles 
were  normal  in  dogs  given  50  mg/kg/day,  i.v.  for 
one  month. 

Pregnancy:  Teratogenic  Effects:  Pregnancy 
Category  C.A.cyclovir  was  not  teratogenic  in  the 
mouse  (450  mg/kg/day,  p.o.),  rat  (50  mg/kg/day, 
s.c.)  or  rabbit  (50  mg/kg/day,  s.c.  and  i.v.).  There 
are  no  adequate  and  well-controlled  studies  in 
pregnant  women.  Acyclovir  should  not  be  used 
during  pregnancy  unless  the  potential  benefit 
justifies  the  potential  risk  to  the  fetus.  Although 
acyclovir  was  not  teratogenic  in  animal  studies,, 
the  drug’s  potential  for  causing  chromosome 
breaks  at  high  concentration  should  be  taken 
into  consideration  in  making  this  determination. 
Nursing  Mothers:  It  is  not  known  whether  this 
drug  is  excreted  in  human  milk.  Because  many 
drugs  are  excreted  in  human  milk,  caution 
should  be  exercised  when  Zovirax  is  adminis- 
tered to  a nursing  woman.  In  nursing  mothers, 
consideration  should  be  given  to  not  using  acy- 
clovir treatment  or  discontinuing  breastfeeding. 
Pediatric  Use:  Safety  and  effectiveness  in 
children  have  not  been  established. 

ADVERSE  REACTIONS  — Short-Term 
Administration:  The  most  frequent  adverse 
reactions  reported  during  clinical  trials  were 
nausea  and/or  vomiting  in  8 of  298  patient  treat- 
ments (2.7%)  and  headache  in  2 of  298  (0.6%). 
Less  frequent  adverse  reactions,  each  of  which 
occurred  in  1 of  298  patient  treatments  (0.3%), 
included  diarrhea,  dizziness,  anorexia,  fatigue, 
edema,  skin  rash,  leg  pain,  inguinal  adenopathy, 
medication  taste  and  sore  throat. 

Long-Tferm  Administration:  The  most  frequent 
adverse  reactions  reported  in  studies  of  daily 
therapy  for  3 to  6 months  were  headache  in  33  of 
251  patients  (13.1%),  diarrhea  in  22  of  251 
(8.8%),  nausea  and/or  vomiting  in  20  of  251 
(8.0%),  vertigo  in  9 of  251  (3.6%),  and  arthralgia 
in  9 of  251  (3.6%).  Less  frequent  adverse  reac- 
tions, each  of  which  occurred  in  less  than  3%  of 
the  251  patients  (see  number  of  patients  in 
parentheses),  included  skin  rash  (7),  insomnia. 
(4),  fatigue  (7),  fever  (4),  palpitations  (1),  sore 
throat  (2),  superficial  thrombophlebitis  (1), 
muscle  cramps  (2),  pars  planitis  (1),  menstrual 
abnormality  (4),  acne  (3),  lymphadenopathy  (2), 
irritability  (1),  accelerated  hair  loss  (1),  and 
depression  (1). 

DOSAGE  AND  ADMINISTRATION:  TVeat- 
ment  of  initial  genital  herpes:  One  200  mg  cap- 
sule every  4 hours,  while  awake,  for  a total  of 
5 capsules  daily  for  10  days  (total  50  capsules). 

Chronic  suppressive  therapy  for  recur- 
rent disease:  One  200  mg  capsule  3 times  daily 
for  up  to  6 months.  Some  patients  may  require 
more  drug,  up  to  one  200  mg  capsule  5 times 
daily  for  up  to  6 months. 

Intermittent  Therapy:  One  200  mg  capsule 
every  4 hours,  while  awake,  for  a total  of  5 
capsules  daily  for  5 days  (total  25  capsules). 
Therapy  should  be  initiated  at  the  earliest  sign 
or  symptom  (prodrome)  of  recurrence. 

Patients  With  Acute  or  Chronic  Renal  Im- 
pairment: One  200  mg  capsule  every  12  hours  is 
recommended  for  patients  with  creatinine  clear- 
ance <10  ml/min/1.73/m2. 

HOW  SUPPLIED:  Zovirax  Capsules  (blue, 
opaque)  containing  200  mg  acyclovir  and  printed 
with  “Wellcome  ZOVIRAX  200”-  Bottles  of  100 
(NDC-0081-0991-55)  and  unit  dose  pack  of  100 
(NDC-0081-0991-56). 

Store  at  15°-30°C  (59°-86°F)  and  protect  from 
light. 


*In  controlled  studies , recurrences  were  totally 
prevented  for  4 to  6 months  in  up  to  75%  of  patients. 
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VUH  Morning  Report 


Histoplasmosis  in  AIDS 


Case  Report 

A 34-year-old  white  man  was  admitted  for  the  evaluation 
of  dyspnea.  The  patient  had  felt  well  until  two  weeks  earlier 
when  he  noted  the  insidious  onset  of  shortness  of  breath  and 
nonproductive  cough.  Treatment  with  ampicillin  by  his  local 
physician  had  failed  to  improve  his  symptoms.  Two  days  prior 
to  admission  he  had  fever  to  104°F  and  shaking  chills.  His 
past  medical  history  was  unremarkable.  He  had  once  used 
intravenous  drugs,  but  had  not  for  several  years.  He  denied 
homosexual  contacts  or  blood  transfusion.  Review  of  systems 
revealed  a 20-lb  weight  loss  in  the  past  three  months. 

On  physical  examination,  the  patient  was  well  developed 
and  well  nourished  and  in  moderate  respiratory  distress.  His 
oral  temperature  was  10 1°F  with  a pulse  of  100/min,  and  res- 
piratory rate  of  24/min.  There  was  no  rash  or  lymphadenop- 
athy.  Soft  rales  were  heard  diffusely  throughout  both  lung 
fields.  Cardiac  and  abdominal  examinations  were  negative. 
Laboratory  examination  showed  a white  blood  cell  count  of 
9,500/cu  mm,  and  a hematocrit  of  35%.  Room  air  arterial 
blood  gases  revealed  marked  hypoxemia,  with  a Po2  of  55 
mm  Hg,  and  a moderate  respiratory  alkalosis.  Chest  x-ray 
revealed  diffuse  reticulonodular  and  alveolar  densities  in  all 
lung  fields  and  minimal  cardiomegaly  (Fig.  1). 

Treatment  was  begun  using  intravenous  erythromycin, 
gentamicin,  and  trimethoprim/sulfamethoxazole  (TMP/SMX). 
Flexible  fiberoptic  bronchoscopy  with  transbronchial  biopsy 
was  performed  revealing  characteristic  forms  of  Pneumocystis 
carinii.  Empiric  antibiotic  therapy  was  continued  while  await- 
ing culture  results  of  the  bronchial  washings.  The  patient’s 
condition  deteriorated  and  he  required  mechanical  ventila- 
tion to  maintain  adequate  oxygenation.  Amphotericin  B was 
added  to  his  therapeutic  regimen  empirically.  Results  of  a 
serum  test  for  human  immunodeficiency  virus  (HIV)  were 
positive  and  there  was  a reversal  for  the  normal  T4/T8  lym- 
phocyte ratio.  The  patient’s  condition  improved  on  ampho- 
tericin B and  TMP/SMX  and  he  was  weaned  from  the  venti- 
lator. Over  the  next  four  weeks  his  respiratory  status  again 
deteriorated,  and  in  accordance  with  his  wishes  mechanical 
ventilation  was  not  reinstituted.  He  died,  and  an  autopsy  re- 
vealed diffuse  pulmonary  involvement  with  P.  carinii,  Histo- 
plasma  capsulation,  and  cytomegalovirus. 

Discussion 

Except  following  heavy  exposures,  disseminated 
histoplasmosis  is  a rare  infection,  even  in  the  immu- 
nocompromised host.  The  most  common  site  of  infec- 
tion in  patients  with  AIDS  is  the  lung.  These  patients 
frequently  have  one  of  the  three  most  common  lung 
infections:  P.  carinii,  cytomegalovirus,  or  atypical  my- 
cobacterial infection,  particularly  Mycobacterium  av- 
ium-intr acellular e.x  Recently,  several  reports  have  em- 
phasized the  importance  of  specific  geographic  risk 
factors  for  acquiring  certain  opportunistic  infections. 


Prepared  by  Arthur  P.  Wheeler,  M.D.,  Hugh  J.  Morgan  chief 
medical  resident,  Vanderbilt  Medical  Center,  Nashville. 
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Figure  1.  Portable  anterior-posterior  chest  radiograph  demonstrating 
diffuse  alveolar  and  interstitial  infiltrates  in  both  lungs. 


Coccidioidomycosis  has  become  a frequent  pulmonary 
pathogen  in  AIDS  patients  residing  in  southern  Cali- 
fornia, and  histoplasmosis  has  recently  been  reported 
as  a common  pathogen  in  AIDS  patients  residing  in 
the  Ohio  valley  and  southeastern  United  States.24 

As  in  this  patient,  pulmonary  infections  are  fre- 
quently due  to  multiple  organisms,  and  in  a patient 
with  a deteriorating  clinical  course  the  discovery  of  one 
pathogen  should  not  discourage  the  search  for  others. 
The  outcome  of  patients  with  disseminated  histoplas- 
mosis has  been  poor.  Essentially  all  patients  with  his- 
toplasmosis have  relapsed  after  antifungal  therapy  is 
discontinued.3  Initial  therapy  with  amphotericin  B fol- 
lowed by  long-term  administration  of  ketoconazole  has 
frequently  suppressed  but  rarely  cured  this  infection. 
Because  of  the  rarity  of  disseminated  histoplasmosis  in 
normal  hosts,  a diagnosis  of  AIDS  should  be  consid- 
ered in  patients  with  disseminated  histoplasmosis  in  the 
presence  of  known  risk  factors.  r ^ 
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Mannitol  Intoxication 


Case  Report 

A 42-year-old  white  woman  w'ith  mild  chronic  renal  insuf- 
ficiency (creatinine  2.1  mg/dl),  a 15-year  history  of  non-insu- 
lin dependent  diabetes,  and  hypertension  was  admitted  for 
the  treatment  of  acute  angle  closure  glaucoma.  Chronic  ther- 
apy with  an  oral  hypoglycemic  agent  and  clonidine  had  pro- 
duced good  control  of  serum  glucose  and  blood  pressure  re- 
spectively. Initially,  she  was  treated  with  acetazolamide  orally 
and  250  ml  of  20%  mannitol  given  intravenously  every  eight 
hours.  On  the  second  hospital  day  she  underwent  cyclo- 
cryotherapy for  treatment  of  her  glaucoma.  Twenty-four  hours 
postoperatively  she  became  confused,  tachypneic.  and  oligur- 
ic and  was  then  transferred  to  the  medical  service.  Her  blood 
pressure  was  152/100  mm  Hg  with  a pulse  of  90/min,  and 
respiratory  rate  20/min.  She  was  oriented  but  lethargic.  Ex- 
cept for  fundoscopic  changes  of  diabetic  retinopathy  her  neu- 
rologic examination  was  normal.  Auscultation  of  the  chest 
revealed  rales  in  the  lower  third  of  both  lung  fields.  An  S, 
gallop  was  present  on  cardiac  examination.  Jugular  venous 
distention  was  noted  with  the  patient  at  45°,  but  there  was  no 
peripheral  edema. 

When  a bedside  test  showed  the  blood  glucose  to  be  less 
than  40  mg/dl,  D50W  was  given,  but  without  improvement  in 
mental  status.  Laboratory  testing  revealed  a serum  sodium  of 
112  mEq/L,  a bicarbonate  of  12  mmole/L.  an  anion  gap  of 
18,  and  a serum  creatinine  of  5.9  mg/dl.  Measured  serum  os- 
molality was  307  mOsm/kg  H:0.  with  an  osmolar  gap  of  70. 
Arterial  blood  gases  revealed  a pH  of  7.34,  a Pco2  of  34  mm 
Hg  and  a Po2  of  90  mm  Hg.  The  packed  cell  volume  fell  from 
32%  on  admission  to  26%.  Chest  x-ray  confirmed  the  physi- 
cal examination  findings  of  pulmonary  edema,  and  the  pa- 
tient was  transferred  to  the  intensive  care  unit  where  she  w'as 
given  furosemide  in  an  unsuccessful  attempt  to  induce  diures- 
is. Hemodialysis  was  instituted  for  the  removal  of  mannitol. 
The  patient  recovered  full  renal  function  within  two  weeks 
and  was  discharged  with  normal  electrolytes  and  a serum  cre- 
atinine of  1.8  mg/dl. 

Discussion 

Mannitol  is  a six  carbon  alcohol  widely  used  as  an 
osmotic  diuretic  to  reduce  cerebral  edema  and  for  the 
treatment  of  acute  glaucoma.1  When  administered  in- 
travenously, mannitol  cannot  move  across  cell  mem- 
branes and  remains  in  equal  concentrations  in  plasma 
and  interstitial  fluid.  Because  of  its  potent  osmotic  ac- 
tivity, a shift  in  water  from  the  intracellular  to  extra- 
cellular space  occurs,  leading  to  cellular  dehydration. 
In  patients  with  normal  renal  function,  80%  of  a man- 
nitol dose  is  rapidly  excreted  unchanged  by  the  kid- 


ney, with  the  remainder  undergoing  slow  hepatic  me- 
tabolism and  biliary  excretion.2  Renal  insufficiency, 
even  of  a mild  degree,  significantly  impairs  the  clear- 
ance of  mannitol,  leading  to  a marked  expansion  of 
the  extracellular  volume.  As  seen  in  our  patient,  fluid 
overload  is  common,  often  resulting  in  congestive  heart 
failure  and  pulmonary  edema.  Lethargy  and  confusion 
are  also  common  as  a result  of  dehydration  of  brain 
tissue.  The  electrolyte  disturbances  seen  in  this  patient 
are  classic,  including  hypertonic  hyponatremia  and  an 
osmolar  gap  produced  by  high  serum  concentrations  of 
mannitol.3  The  movement  of  free  water  into  the  extra- 
cellular compartment  produces  a “dilutional”  acidosis 
by  acutely  expanding  the  circulating  volume  without 
increasing  the  extracellular  bicarbonate.  Anemia  is 
common  in  mannitol  intoxication  as  a result  of  the  ex- 
panded circulating  volume,  and  the  osmotic  effect  pro- 
ducing a reduced  red  blood  cell  volume.  Although 
acute  oliguric  renal  failure  has  occasionally  been  treat- 
ed with  mannitol,  recent  reports  suggest  that  mannitol 
may  actually  produce  renal  failure  in  some  patients.4 

The  treatment  of  mannitol  intoxication,  particularly 
in  the  presence  of  renal  insufficiency,  is  hemodialysis, 
which  can  decrease  the  serum  half-life  of  mannitol  in 
renal  failure  from  36  to  6 hours.5  Additionally,  dialysis 
is  useful  for  the  treatment  of  the  associated  electrolyte 
disorders  and  symptoms  of  uremia.  In  the  presence  of 
compromised  renal  function  mannitol  doses  should  be 
reduced  by  approximately  1%  for  each  1 ml/min  de- 
crease in  calculated  creatinine  clearance.  That  is,  a pa- 
tient with  a calculated  creatinine  clearance  of  50  ml/ 
min  should  receive  no  more  than  50%  of  the  dose  that 
would  be  given  to  a similar  patient  with  normal  renal 
function.  r y 
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Trauma  Rounds 


Tracheobronchial  Disruption 


BRIAN  H.  GARBER,  M.D.;  HENRY  S.  NELSON,  JR.,  M.D.;  and 
WALTER  H.  BROTT,  M.D. 


Tracheobronchial  disruption  is  a devastating 
injury  most  commonly  associated  with  blunt  tho- 
racic injury,  though  obviously  it  can  be  incurred 
with  penetrating  injury.  There  are  frequently  as- 
sociated injuries,  including  some  that  may  give 
clues  to  the  diagnosis.  As  with  other  injuries  due 
to  trauma,  results  are  maximized  by  early  diag- 
nosis and  treatment.  The  following  case  demon- 
strates some  of  the  salient  aspects  of  such  inju- 
ries. 

Case  Report 

In  a single  vehicle  accident,  in  which  the  vehicle  went 
through  a fence,  a fence  post  was  driven  through  the  wind- 
shield and  into  the  right  upper  chest  of  a 20-year-old  white 
man,  causing  a blunt  injury  to  the  thorax  with  superficial  lac- 
erations to  the  overlying  skin.  After  he  was  initially  treated 
at  Sweetwater  Hospital  with  intravenous  fluids,  antibiotics, 
and  a right  thoracostomy  tube,  he  was  transferred  to  the  Uni- 
versity of  Tennessee  Medical  Center  at  Knoxville  via  Life- 
star.  His  trauma  score  on  arrival  was  13  and  vital  signs  were 
blood  pressure  176/80  mm  Hg,  pulse  114/min,  respirations  40/ 
min.  Examination  revealed  a chest  tube  in  place  with  a high 
volume  air  leak,  and  a flail  segment  with  instability  of  the 
right  upper  chest  wall  and  clavicle.  The  neck  was  swollen  but 
nontender,  and  there  was  subcutaneous  emphysema  of  the 
neck,  chest,  and  abdomen.  He  was  in  moderate  respiratory 
distress;  the  initial  PaO;  in  Sweetwater  was  42  mm  Hg  and 
the  Pa02  on  100%  0;  on  arrival  was  59  mm  Hg.  Oxygenation 
improved  with  adequate  ventilation  of  the  left  lung  through 
a bronchocath. 

Arteriography  showed  no  injury  to  the  major  vessels,  but 
fiberoptic  bronchoscopy  and  esophagoscopy  demonstrated  an 
extensive  tracheal  injury,  with  mucosal  tears  in  the  esophagus 
at  the  cricopharyngeus  and  at  the  esophagogastric  junction. 
Thoracotomy  revealed  a large  defect  in  the  right  mainstem 
bronchus,  with  near  total  avulsion  of  the  right  upper  lobe 
bronchus.  There  was  extensive  direct  damage  to  the  right  up- 
per lobe  as  well.  Turther,  there  was  a second  rent  in  the  pos- 
terior, membranous  portion  of  the  trachea  extending  from 
above  the  carina  to  the  thoracic  inlet. 

A right  upper  lobectomy  was  performed,  the  defect  in  the 
right  mainstem  bronchus  was  closed  using  the  membranous 
bronchus  that  was  still  in  continuity  at  the  site  of  injury,  and 
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the  posterior  tracheal  rent  was  repaired  primarily.  The  ab- 
domen was  explored  and  a gastrostomy  tube  inserted  in  order 
to  avoid  the  need  for  a nasogastric  tube.  The  patient  was 
extubated  within  the  first  24  hours,  and  the  chest  tube  was 
removed  on  the  tenth  postoperative  day.  Follow-up  bron- 
choscopy has  confirmed  good  healing  of  the  repair  and  no 
tracheal  stenosis. 

Discussion 

Most  patients  with  tracheobronchial  disrup- 
tion have  other  injuries  that  must  be  attended  to 
in  a rapid  and  orderly  fashion.  Airway  control 
may  be  obtained  with  either  intubation  or  trach- 
eostomy, taking  care  that  procedure  does  not 
precipitate  acute  airway  obstruction.  Tube  thor- 
acostomy, intravenous  fluid  resuscitation,  and 
examination  for  abdominal,  neurosurgical,  and 
orthopedic  injuries  must  be  carried  out  as  indi- 
cated. In  searching  for  transbronchial  disruption, 
primary  presenting  signs  and  symptoms  include 
dyspnea,  subcutaneous  emphysema,  pneumome- 
diastinum, pneumothorax,  and  hemoptysis.1  Dis- 
ruption in  the  right  mainstem  bronchus  or  the 
distal  left  bronchial  tree  usually  produces  an  ip- 
silateral  pneumothorax.  Tracheal  and  left  main- 
stem  tears  produce  pneumomediastinum,  possi- 
bly with  cervical  subcutaneous  emphysema.  In 
particular,  a large  air  leak  that  continues  after 
tube  thoracostomy  is  highly  suggestive  of  tra- 
cheobronchial disruption.  In  addition,  there  are 
almost  always  other  injuries.  In  a series  reported 
by  Jones  et  al,1  the  most  commonly  associated 
findings  were  major  intrathoracic  injuries,  closed 
head  injuries,  and  skeletal  fractures.  Surprising- 
ly, in  reported  series  and  case  reports,  there  is  a 
low  incidence  of  concomitant  rib  fractures.  Once 
the  injury  is  considered,  it  can  usually  be  con- 
firmed by  tracheobronchoscopy,  which  is  essen- 
tial for  giving  exact  direction  to  the  operative  re- 
pair.2 

(Continued  on  page  226) 
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Health  and  Environment  Report 


The  Tennessee  Newborn  Hemoglobinopathy 
Screening  Program 

SUSAN  ERICKSON,  R.N.,  M.P.H.  and  J.  CLINTON  SMITH,  M.D.,  M.P.H. 


The  Tennessee  Department  of  Health  and  En- 
vironment has  been  awarded  a federal  grant  to 
initiate  a statewide  Newborn  Hemoglobinopathy 
Screening  Program.  The  primary  goal  of  this 
program  is  to  reduce  infant  mortality  and  mor- 
bidity due  to  sickle  cell  disease  and  other  hemo- 
globinopathies among  affected  individuals  in  the 
state.  A secondary  program  focus  is  the  identifi- 
cation of  carrier  parents  and  “at  risk"  siblings  who 
may  benefit  from  educational  programs  and  re- 
productive counseling.  We  describe  the  rationale 
for  initiating  this  screening  program,  the  multi- 
institutional  collaboration  required  for  develop- 
ment and  implementation,  and  the  projected 
benefit  to  the  citizens  of  Tennessee. 

Reducing  Infant  Mortality/Morbidity 
Due  to  Sickle  Cell  Disease 

Recent  data  emphasize  that  detection  and 
treatment  of  hemoglobinopathies  in  the  newborn 
period  can  reduce  childhood  mortality  due  to  this 
disease.1  It  has  been  well  documented  that  chil- 
dren with  sickle  cell  anemia  have  increased  sus- 
ceptibility to  bacterial  infections,  particularly 
those  caused  by  Streptococcus  pneumoniae. 
Pneumococcal  meningitis,  septicemia,  and  pneu- 
monia remain  the  major  causes  of  death  in  af- 
fected children,  with  those  under  3 years  of  age 
at  greatest  risk  of  fatal  infections.1'3  Efforts  at  re- 
ducing mortality  and  morbidity  by  early  diagno- 
sis, close  medical  supervision,  and  prompt  anti- 
biotic therapy  at  the  onset  of  symptoms  have  not 
been  consistently  effective.1  The  subtle  onset  and 
fulminant  character  of  infections  in  these  chil- 
dren limits  the  effectiveness  of  this  approach  and 
necessitates  a plan  for  prevention. 
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In  1983,  a clinical  trial  was  initiated  at  the  Sic- 
kle Cell  Disease  Branch,  National  Heart,  Lung 
and  Blood  Institute  of  the  National  Institutes  of 
Health  to  test  the  effectiveness  of  oral  penicillin 
prophylaxis  in  reducing  the  incidence  of  bacterial 
infection  in  children  with  sickle  cell  disease.  This 
randomized,  double-blind,  multicenter,  and  pla- 
cebo-controlled study  noted  an  84%  reduction  in 
the  incidence  of  S.  pneumoniae  septicemia,  and 
no  deaths  in  the  penicillin-treated  group.  These 
initial  data  were  conclusive  enough  to  warrant 
early  termination  of  the  study.  The  Sickle  Cell 
Disease  Branch  of  the  NIH  now  stresses  the  im- 
portance of  newborn  screening  programs  to  as- 
sure that  all  infants  with  sickle  cell  disease  are 
diagnosed  early  and  antibiotic  prophylaxis  is  ini- 
tiated by  4 months  of  age.1  Congress  has  now  au- 
thorized in  the  1986  Omnibus  Budget  Reconcili- 
ation Act  that  money  be  set  aside  for  projects  to 
screen  newborns  for  sickle  cell  anemia  and  other 
genetic  diseases. 

Identification  of  Carrier  Parents  and 
At  Risk  Siblings 

The  identification  of  carrier  parents  and  trait 
or  disease  affected  siblings  through  screening 
newborn  infants  has  been  referred  to  as  “the 
benefit  beyond  the  target.”4  These  family  mem- 
bers, once  identified,  can  be  referred  for  educa- 
tion and  reproductive  counseling.  The  ability  to 
retrospectively  identify  carriers  is  a secondary 
advantage  of  screening  newborns  for  hemoglobi- 
nopathies. 

Program  Design 

The  Tennessee  Newborn  Hemoglobinopathy 
Screening  Program  was  developed  through  the 
collaborative  efforts  of  Meharry  Medical  College 
Sickle  Cell  Center,  the  Memphis  Regional  Sickle 
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Cell  Center,  and  the  Maternal  and  Child  Section 
and  Bureau  of  Laboratories  of  the  Tennessee 
Department  of  Health  and  Environment. 

Participation  in  this  program  will  be  volun- 
tary. All  parents  of  newborns  will  be  given  the 
opportunity  to  be  screened,  but  parents  of  non- 
white infants  will  be  targeted  for  participation. 
Twenty-five  hospitals  in  Tennessee  that  together 
report  91.4%  of  the  nonwhite  births  will  be  asked 
to  participate  in  the  first  phase  of  program  im- 
plementation. The  hemoglobinopathy  screen  will 
use  the  same  filter  paper  blood  sample  currently 
collected  for  phenylketonuria  and  hypothyroid- 
ism screening  of  all  newborns. 

Notification  of  negative  results  will  be  sent  via 
mail  to  the  infant’s  health  care  provider.  Positive 
screening  results  will  be  processed  by  the  Mater- 
nal and  Child  Health  Laboratory  coordinator. 
The  provider  and  local  health  department  will  be 
notified  and  instructed  to  obtain  a liquid  blood 
sample  for  definitive  diagnosis  at  the  program 
reference  laboratory,  the  Meharry  Sickle  Cell 
Center.  Test  results  will  be  reported  to  the  lab- 
oratory coordinator,  who  will  notify  the  appro- 
priate provider,  the  local  health  department,  and 
the  hemoglobinopathy  program  screening  coor- 
dinator. 

A database  will  be  maintained  by  the  newborn 
hemoglobinopathy  screening  program  coordina- 
tor, and  will  provide  the  basis  for  evaluating  pro- 
gram effectiveness.  This  database  will  also  help 
eliminate  the  costly  and  unnecessary  retesting  that 
often  occurs  in  screening  efforts  in  this  state. 
Communication  and  cooperation  between  provi- 
ders and  the  screening  program  coordinator  will 
be  essential  to  assure  that  program  objectives  are 
met. 

Program  Impact 

Birth  data  for  1985  show  a total  of  71,808  live 
births  in  Tennessee,  with  16,805  nonwhite  births 


(about  24%).  Assuming  an  incidence  of  sickle  cell 
disease  in  one  out  of  every  525  nonwhite  live 
births,  it  is  anticipated  that  approximately  32  in- 
fants a year  will  be  born  with  hemoglobin  SS  dis- 
ease. If  one  includes  other  symptomatic  hemo- 
globinopathies, such  as  hemoglobin  SC  and 
hemoglobin  S/beta  thalassemia,  about  40  to  50 
infants  will  be  identified  annually  in  Tennessee 
who  are  in  immediate  need  of  medical  attention. 

It  is  estimated  that  one  of  every  ten  nonwhite 
infants  born  will  have  sickle  cell  trait  (hemoglo- 
bin AS).  Again,  based  on  1985  data,  estimates 
project  that  between  1,600  and  1,700  infants  will 
be  born  with  this  trait  each  year  in  Tennessee. 
The  parents  and  siblings  of  these  identified  new- 
borns will  need  counseling,  education,  and  often 
evaluation. 

Since  this  program  is  voluntary  and  not  man- 
dated, the  figures  projected  above  may  vary  with 
participation  level.  A coordinated  educational 
effort  will  focus  on  enhancing  community  aware- 
ness and  utilization  of  the  screening  program. 
Since  Tennessee  ranks  in  the  quintile  of  states 
with  the  highest  infant  mortality  rate  (13.1  deaths/ 
1,000  live  births — 1984  recorded  data,  by  place 
of  occurrence),  it  is  logical  and  expedient  to  pur- 
sue those  programs  that  will  improve  the  longev- 
ity and  health  of  our  citizens,  and  bring  our  in- 
fant mortality  rate  closer  to  the  national  average. 
The  support  and  cooperation  of  the  Tennessee 
medical  community  will  be  essential  for  the  suc- 
cess of  this  program.  r X 
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Loss  Prevention  Case  of  the  Month 


It  Looked  Sooo  Simple! 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

On  May  5,  a 30-year-old  male  school  teacher  reported  to 
a board-eligible  internist  with  a history  of  a “lump”  in  the 
region  of  his  right  groin.  This  was  the  first  visit  by  this  patient 
to  this  physician.  Examination  of  the  patient  resulted  in  the 
following  notation  in  the  office  records,  “Nodule,  right  groin. 
2-3  cm,  slight  tender,  not  reducible  (illegible,  illegible,  illeg- 
ible) ulcers.”  The  preliminary  impression  was  “lymphadeni- 
tis.” Prescriptions  were  given  for  Motrin.  600  mg  three  times 
a day,  and  Vibramycin,  100  mg  twice  a day. 

The  next  visit  was  ten  days  later,  when  the  physician  not- 
ed in  the  record,  “no  improvement  ?lymphoma  removed, 
closed  with  3-0  chromic— drain  (illegible,  illegible,  illegi- 
ble).” A subsequent  note,  dated  the  next  day,  states  “lymph 
nodes,  showing  both  acute  and  chronic  inflammation.” 

However,  on  the  same  day  of  the  surgery,  the  patient  was 
admitted  to  a local  hospital  by  the  attending  physician.  The 
medical  record  there  reveals  that  the  patient  had  fainted  on 
attempting  to  leave  the  physician’s  office  and  he  was  brought 
to  the  emergency  room.  The  hospital  record  indicated  a past 
history  of  his  being  a “free-bleeder.”  Physical  examination 
revealed  a large  hematoma  at  the  site  of  the  surgery.  Treat- 
ment was  bed  rest,  observation,  and  conservative  measures, 
i.e.,  heat,  antibiotics,  etc.  No  further  bleeding  was  noted  at 
the  site.  Admission  PCV  was  42.  The  day  after  admission  the 
PCV  was  39.2.  No  further  change  in  the  operative  site  was 
noted  in  the  record  and  he  was  discharged  on  the  third  hos- 
pital day.  The  discharge  note  stated  “modest  bleeding.”  “Pa- 
tient wishes  to  go  home,  cautioned  to  stay  at  bed  rest,  will 
call  tomorrow.”  On  the  day  of  discharge,  the  PCV  was  re- 
corded in  the  hospital  record  as  37.7.  Two  days  after  dis- 
charge the  patient  was  admitted  to  another  hospital  where 
the  wound  was  explored.  A large  infected  hematoma  was 
evacuated  and  a small  arterial  bleeder  was  ligated.  Culture  of 
the  wound  grew  Staphylococcus  aureus , resistant  to  penicil- 
lin. The  wound  was  left  open  and  subsequently  healed  with 
moderate  scarring. 

The  patient  was  able  to  return  to  work  six  weeks  after  the 
initial  surgery.  No  formal  pathology  report  of  the  lymph  node 
biopsy  was  ever  recovered.  Litigation  followed. 

Loss  Prevention  Notes 

When  a bad  result  occurs  and  litigation  has 
begun,  we  succeed  or  fail  on  the  basis  of  our  own 
medical  records.  In  this  case,  there  were  not  only 
significant  places  in  the  record  that  were  totally 
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illegible,  but  documentation  of  important  facts 
was  lacking.  There  was  no  record  in  the  initial 
history  of  the  patient’s  being  a “free-bleeder.” 
The  patient  had  been  placed  on  a nonsteroidal, 
anti-inflammatory  agent  which  is  known  to  re- 
duce clotting  ability.  The  description  of  the  find- 
ings at  the  time  of  the  biopsy  was  practically 
nonexistent.  Again,  there  were  words  that  were 
totally  illegible.  Although  one  of  the  preopera- 
tive diagnostic  possibilities  was  “lymphadenitis,” 
no  culture  was  done  at  the  time  of  the  biopsy. 
The  hospital  record  showed  a significant  drop  in 
the  PCV  from  the  time  of  admission  to  the  time 
of  discharge  three  days  later.  This  was  obviously 
ignored  by  the  attending  physician  or  considered 
to  be  of  no  significance.  In  spite  of  ample  evi- 
dence of  blood  loss  at  the  operative  site,  the  phy- 
sician did  not  elect  to  explore  the  area  in  an  at- 
tempt to  stop  the  bleeding  or,  better  yet,  ask  for 
a consultation  from  a more  experienced  surgeon. 

There  is  another  extremely  important  ques- 
tion in  this  case:  did  the  physician,  a board-eli- 
gible internist,  have  appropriate  credentials  to  do 
what  he  did?  Although  all  physicians  are  licensed 
by  the  State  of  Tennessee  to  do  “medicine  and 
surgery,”  the  attending  physician  in  this  case  did 
not  appear  to  have  been  trained  to  do  a biopsy 
of  this  type.  In  all  probability,  had  he  recognized 
the  significant  blood  loss  to  be  a potential  haz- 
ard, as  it  was,  he  would  have  asked  for  a consul- 
tation immediately  after  admission  to  the  hospi- 
tal on  the  first  occasion,  and  his  vulnerability  to 
a charge  of  negligence  would  have  been  consid- 
erably less. 

In  reviewing  the  medical  records  of  physicians 
involved  in  litigation,  we  frequently  see  a note 
similar  to  the  note  that  appeared  prior  to  the  dis- 
charge of  the  patient.  The  note  stated,  “patient 
wishes  to  go  home.”  In  this  case,  even  though 
the  patient  was  anxious  to  go  home,  the  hema- 
tocrits indicated  that  a significant  amount  of  blood 
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had  been  lost  into  the  operative  site  and  appro- 
priate action  would  have  been  to  deal  with  that 
complication  in  the  hospital.  Many  times  in  the 
treatment  of  our  patients  we  simply  cannot  allow 
the  patient’s  wishes  to  override  our  better  medi- 
cal judgment. 

It  goes  without  saying  that  the  presence  of  in- 


Trauma  Rounds  . . . 

(Continued  from  page  222) 

McGrath3  experimentally  demonstrated  that 
the  closed,  distended  trachea  will  burst  longitu- 
dinally when  submitted  to  a blunt  blow.  This  is 
what  would  be  expected  from  the  mechanics  of 
bursting  cylinders.  The  injuries  noted  in  this  pa- 
tient were  probably  the  result  of  both  direct  in- 
jury to  the  right  upper  lobe  and  a longitudinal 
bursting  of  the  trachea  from  sudden  compression 
of  the  chest  with  the  glottis  closed. 

The  key  to  successful  results  is  early  treatment 
by  primary  repair,  first  performed  by  Scannell, 
of  Boston.4  In  the  immediate  post-injury  period 
the  trachea  may  remain  patent  because  it  is  a 
fairly  rigid  cartilaginous  structure,  but  in  time 
granulation  tissue  will  result  in  stenosis  and  sub- 
sequent functional  compromise.  Stenotic  areas 
can  sometimes  be  treated  by  dilatation.  Rarely, 
injuries  of  the  proximal  mainstem  bronchi  may 


complete  and  illegible  records,  the  ignored  sig- 
nificant laboratory  findings,  the  lack  of  appropri- 
ate consultation,  and  the  significant  questions  as 
to  our  physician’s  training  and  experience  to  do 
this  type  of  surgery,  all  contributed  to  a virtually 
indefensible  case  and  a significant  settlement  was 
made  to  both  the  patient  and  his  spouse,  r S 


necessitate  pneumonectomy.  Long-term  results 
may  be  quite  satisfactory.  The  most  frequent 
long-term  complication  noted  by  Jones  et  al1  was 
speech  impairment  secondary  to  direct  vocal  cord 
injury  or  recurrent  nerve  injury. 

Tracheobronchial  disruption  is  an  unusual  and 
easily  missed  injury  of  increasing  frequency  in  our 
mobile  society.  It  is  associated  with  the  multiply 
injured  patient.  There  are,  however,  keys  to  the 
early  diagnosis,  and  thus  to  early  treatment  and 
optimal  results.  r 
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Last  year  at  this  time  I wrote  that  I hoped  my  feet  would  grow  to  fill  the 
shoes  of  my  predecessors.  I still  wear  the  same  size  shoes,  but  my  belt  has 
been  let  out  a notch — the  perils  of  this  job.  It  has  been  challenging  and  fun, 
and  Pat  and  I wish  to  thank  all  of  you  for  your  kindness  and  support.  Had- 
ley and  Don  and  all  of  the  TMA  staff  have  been  super  in  bringing  us  through 
this  unique  year.  I owe  a special  thanks  to  Jean  Wishnick  for  helping  pre- 
pare the  12  President’s  Pages — on  time. 


Bye , Bye 


James  R.  Royal 


This  year  has  been  interesting.  We  have  embarked  on  some  very  timely 
programs.  The  TMA-sponsored  statewide  IPA  is  in  place  and  should  be 
functioning  shortly,  thanks  to  a very  capable  and  hardworking  task  force  of 
our  members.  Even  though  some  did  not  agree  with  its  development,  it  is 
our  baby  sired  by  our  House  of  Delegates.  We  should  all  help  nourish  it  to 
maturity. 


This  year  we  joined  with  numerous  groups  to  form  the  Tennessee  Asso- 
ciation for  Civil  Justice  Reform.  For  the  first  time  the  physicians  of  Tennes- 
see are  not  alone  in  their  fight  to  bring  some  meaningful  reform  to  the  tort  laws.  All  sectors  of  society 
have  joined  us — except  of  course  the  trial  lawyers. 

We  are  actively  working  with  the  Governor,  the  Legislature,  and  the  Hospital  Association  to  help 
find  a solution  to  the  problem  of  indigent  and  uncompensated  care. 

We  have  some  problems  with  the  Mid-South  Foundation  for  Medical  Care,  the  designated  Medi- 
care PRO  for  Tennessee.  We  have  established  a dialogue  with  their  board  of  directors  and  are  work- 
ing toward  better  relations. 

Medicare  rules  are  being  changed  to  try  and  force  physician  participation  with  fee  freezes,  reduc- 
tions, and  payment  denials. 

Nurse  practitioners,  anesthetists,  optometrists,  and  chiropractors  all  want  to  practice  medicine  and 
are  pressuring  for  legislation  to  allow  them  to  do  that. 

So  we  did  not  solve  all  the  problems  this  year.  They  continue  to  multiply  and  expand.  Next  year 
should  be  just  as  interesting. 

Fortunately,  we  have  a very  strong  and  capable  incoming  president,  Dr.  James  T.  Galyon  from 
Memphis.  He  has  served  the  TMA  many  years  in  several  leadership  positions,  including  chairman  of 
the  Board  of  Trustees.  He  knows  the  job  and  is  as  qualified  as  anyone  could  be.  I wish  him  well  and 
urge  all  of  you  to  join  me  in  supporting  him. 

One  final  thought  I would  like  to  leave  with  you.  I believe  the  most  significant  threat  to  our 
profession  is  not  the  proliferation  of  alternative  delivery  systems  but  changes  mandated  through  leg- 
islation and  the  courts.  Several  provisions  of  the  Omnibus  Budget  Reconciliation  Act  of  1986  which 
aim  to  force  physicians  into  participation  in  Medicare  are  a preamble  to  what  some  of  the  politicians 
have  in  mind  for  us.  The  worst  provision  requires  nonparticipating  physicians  to  refund  payments  for 
services  that  the  Medicare  carriers  deem  to  be  unnecessary.  We  must  continue  to  oppose  such  dreadful 
and  harmful  regulations. 

Unlike  the  great  American  Caesar,  this  old  past  president  does  not  intend  to  just  fade  away.  I 
intend  to  stay  active  and  help  Dr.  Galyon,  in  any  way  I can,  to  be  the  best  TMA  president  ever. 


Bye,  Bye 


The  New  President 


JAMES  T.  GALYON,  M.D. 
MEMPHIS 
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James  T.  Galyon,  M.D. 


133rd  President — Tennessee  Medical  Association 


The  133rd  president  of  the  Tennessee  Medical  Association,  James  T. 
Galyon,  M.D.,  is  an  orthopaedic  surgeon.  He  has  maintained  a private  prac- 
tice in  Memphis  since  1961. 

Dr.  Galyon  was  born  in  Knoxville,  Tennessee,  on  April  13,  1930.  He 
graduated  from  Knox  County  Central  High  School  in  1948  and  received  his 
bachelor  of  science  degree  from  the  University  of  Tennessee  Knoxville  in 
1950.  In  1953,  he  received  his  doctor  of  medicine  degree  from  the  University 
of  Tennessee  College  of  Medicine  and  went  on  to  an  internship  at  Rich- 
mond County  Hospital  in  Columbia,  South  Carolina.  After  serving  in  the 
U.S.  Army  Medical  Corps  in  orthopaedic  service  in  Germany  from  1955  to 
1957,  he  completed  his  residency  in  general  and  orthopaedic  surgery  at  Ken- 
nedy General  Hospital  in  Memphis.  He  also  completed  a residency  at  Ar- 
kansas Children's  Hospital  and  at  the  University  of  Arkansas  Medical  Cen- 
ter in  Little  Rock  in  1960-1961. 

In  1971,  Dr.  Galyon  served  as  president  of  the  medical  staff  at  St.  Joseph 
Hospital  in  Memphis.  In  1976,  he  was  president  of  the  medical  staff  at  St. 
Francis  Hospital  in  Memphis,  and  he  later  went  on  to  be  chairman  of  the 
hospital's  Constitution  and  Bylaws  Committee  and  Department  of  Ortho- 
paedics in  1978. 

Dr.  Galyon  served  on  the  Tennessee  Medical  Association  Board  of  Trust- 
ees from  1980  to  1983,  and  was  its  chairman  in  1982-1983.  He  was  also  a 
member  of  the  TMA  ad  hoc  committee  to  study  formation  of  a hospital 
medical  staff  section.  In  1980-1981,  he  was  president  of  the  Memphis  and 
Shelby  County  Medical  Society,  and  he  continues  to  serve  on  several  of  its 
committees. 

Dr.  Galyon  has  served  as  St.  Francis  Hospital's  representative  to  the  AMA 
Hospital  Medical  Staff  Section  since  1984.  He  has  also  been  a member  of 
the  Tennessee  Board  of  Licensing  Health  Care  Facilities  since  1986  and  the 
Memphis  Coalition  for  Health  Care  since  1981. 

Certified  by  the  American  Board  of  Orthopaedic  Surgery,  Dr.  Galyon 
has  served  as  clinical  assistant  professor  of  orthopaedic  surgery  at  the  Uni- 
versity of  Tennessee  Center  for  the  Health  Sciences  since  1973. 

Dr.  Galyon  has  served  as  a member  of  the  Presbyterian  Services  Board 
of  Trustees,  and  has  been  an  elder  of  the  Second  Presbyterian  Church  since 
1980.  He  and  his  wife,  Virginia,  have  three  children. 

With  his  professional  credentials  and  record  of  service  to  organized  med- 
icine and  his  community,  the  Tennessee  Medical  Association  is  honored  to 
have  James  T.  Galyon,  M.D.  as  its  133rd  president. 
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On  Finessing  the  Rubus 

Rubus,  rubus — gastric  acid; 

All  this  laughing  leaves  me  flaccid. 

On  the  wall  in  my  office  is  a sign  that  reads: 
“NOTICE — While  in  this  room  speak  in  a low, 
soothing  tone  and  do  not  disagree  with  me  in  any 
manner.  Please  be  informed  that  when  one  has 


reached  my  age,  Noise  and  Non-concurrence 
cause  gastric  hyperperistalsis,  hypersecretion  of 
the  hydrochloric  acid,  and  rubus  of  the  gastric 
mucosa,  and  / become  most  unpleasant !”  It  is  an 
elegantly  executed  sign,  decorative  without  being 
gaudy,  and  large  enough  to  be  noticed  but  not  so 
large  as  to  be  obtrusive.  In  other  words,  just  right 
on  all  counts — including  its  message.  I don’t  re- 
member where  I got  it,  or  when;  it  has  been 
posted  there,  in  a succession  of  offices,  for  a long 
time — 30  years  at  least.  Its  caveat  has  not  been 
uniformly  observed. 

I am  not  certain  what  age  limit  is  implied  in 
the  message,  but  experience  has  led  me  to  be- 
lieve that  the  calendar  has  little  or  nothing  to  do 
with  it.  Perhaps  there  was  a time — maybe  when 
the  sign  was  concocted,  though  I doubt  it — when 
one  could  enter  his  “room” — be  it  office,  den, 
living  room,  parlor,  or  what  have  you — and  prop 
his  feet  up  in  an  atmosphere  of  peace,  quiet,  and 
calm  without  stopping  up  his  eyes  and  ears,  put- 
ting his  brain  on  idle,  and  listening  to  the  whir  of 
his  carotid  arteries.  If  so,  them  days  is  gone  for- 
ever. 

I think  I got  the  sign  during  the  Korean  War — 
certainly  not  a placid  time.  There  followed  the 
Johnson  era,  Vietnam,  and  the  hippie  genera- 
tion— and  through  it  all  the  Cold  War;  none  of 
them  was  restful.  We  have  had  to  put  up  with 
Pizroes,  Hickfas,  Cobras,  and  all  sorts  of  intru- 
sions by  government  agencies,  such  as  the  FDA, 
the  IRS,  the  TTS  (DHHS)  and  so  on.  If  one  is 
awake  he  is  hard  put  to  escape  at  all,  and  even 
if  he  is  not,  rubus  of  the  gastric  mucosa  can  be 
calculated  to  give  him  nightmares. 

One  of  my  associates  quotes  his  father,  a 
staunch  Roosevelt  liberal  Democrat,  as  having 
observed  that  if  you  want  to  live  like  a Republi- 
can, vote  like  a Democrat.  There  was  a time  not 
so  very  long  ago  that  I would  have  accorded  such 
a notion  scant  attention.  Not  anymore.  Not  only 
have  physicians  fared  poorly  under  the  present 
administration,  but  so  have  the  middle  class,  the 
poor,  and  the  elderly.  The  farmer  has  not  done 
so  well  either,  nor  have  small  businesses.  Big 
business  may  have  done  a little  better.  About  the 
only  group  I can  see  as  having  flourished  is  the 
banks.  To  be  fair,  I am  not  sure  things  would  or 
would  not  have  been  different  under  a Demo- 
cratic administration,  or  a Republican  govern- 
ment (which  we  have  not  had — not  with  Mr.  Tip 
O’Neill  around).  I think  it  is  clear  that  so  long  as 
the  banks  flourish,  Washington  is  happy. 

The  squeeze  on  medicine  is  coming  from  two 
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directions — government,  whose  Medicare  pro- 
gram suffers  from  budget  constraints  (not  enough 
money;  it’s  all  in  the  banks — or  at  least,  it  went 
through  the  banks  to  foreign  shores,  sometimes 
with  disastrous  consequences),  and  big  business, 
which  thinks  it  can’t  afford  the  health  care  pack- 
age the  unions  require  for  their  members.  Hence 
our  problems  with  PROs  and  insurance  compa- 
nies. It  is  always  easy  to  find  officious  function- 
aries to  cater  to  their  whims;  some  of  them  sport 
an  M.D.  degree.  We  should  also  take  no  comfort 
in  the  medical  background  of  the  current  Secre- 
tary of  the  DHHS.  Since  he  was  a doctor,  Sec- 
retary Bowen  has  been  a legislator  for  14  years 
and  a two  term  governor  of  Indiana.  He  is  not 
one  of  us,  but  one  of  them. 

I made  my  peace  with  that  sign  on  my  wall  a 
long  time  ago.  It  is  up  there  not  as  a caution  to 
others,  who  seldom  take  note  of  it,  but  to  my- 
self, that  noise  and  non-concurrence  can  indeed 
cause  rubus  of  the  gastric  mucosa,  which  makes 
your  stomach  hurt  and  its  mucosa  bleed.  I have 
therefore  adopted  a laissez-faire  attitude  toward 
things  I can  do  nothing  about.  I sometimes  write 
about  them  even  when  they  don’t  directly  affect 
me,  but  I keep  the  hydrochloric  acid  down. 

Take  the  PRO.  Its  bureaucratic  bungling  and 
machinations  affect  me  as  a pathologist  only  in- 
sofar as  they  make  my  clinical  colleagues  unhap- 
py. After  all,  as  a “RAP,”  I have  DRG  prob- 
lems I have  not  even  used  yet.  So  it  would  seem 
not  unreasonable,  I think,  if  I did  not  get  too 
exercised  over  what  the  PRO  does.  Still — 

The  latest  piece  of  nonsense  to  emanate  from 
the  Mid-South  Foundation  for  Medical  (Non) 
Care  surpasses  anything  that  I would  have 
thought  possible,  even  for  it.  Since  1 am  certain 
my  readers  have  all  seen  the  latest  regulations 
(except  for  the  relative  few  who  live  out  of  state), 
I shall  not  soil  these  pages  with  a description  of 
them.  What  they  do,  in  effect,  is  institute  a de- 
merit system  for  the  puerile  providers  of  medical 
care  that  our  PRO  obviously  thinks  the  doctors 
of  Tennessee  are.  Item:  If  you  give  a vegetarian 
meat  on  his  tray,  that  is  a “medical  mishap  or 
mismanagement  without  potential  for  adverse 
outcome  on  the  patient.”  (So  help  me,  that  is 
one  of  the  examples  given.  Would  I lie  to  you?) 
It  is  a Level  I demerit,  to  be  sure,  but  it  is  none- 
theless a mishap,  and  a blot  on  your  scorecard. 
If  you  do  it  ten  times,  you  may  get  an  initial  no- 
tice of  sanction. 

This  would  be  a howling  comedy  if  it  were  not 
serious  business,  of  which  it  makes  a mockery. 


Unquestionably,  the  more  serious  infractions 
need  scrutiny,  but  to  throw  in  a bunch  of  incon- 
sequential minutiae  at  the  front  end,  with  a score 
sheet  to  boot,  entitled  “Thresholds  and  Interven- 
tions Summation,”  trivializes  the  whole  process, 
and  makes  a laughing  stock  of  the  PRO.  Of 
course,  you  have  to  be  uninvolved  in  order  to 
afford  a laugh — at  least  in  public.  Too,  not  all  of 
those  involved  may  think  it  uproariously  funny. 
Having  a perverse  sense  of  humor,  though,  I 
chortled  in  glee. 

By  making  itself  appear  ridiculous,  the  PRO 
has  severely  truncated  its  effectiveness;  if  we  are 
to  have  a PRO — and  according  to  law  we  are — 
an  ineffectual  one  is  not  what  we  need. 

After  the  glee,  torpor  sets  in.  Noise?  Mon- 
strous! Non-concurrence?  Ponderous!  But  gastric 
rubus?  It  is  to  laugh! 

J.B.T. 


Shoo,  Stork.  Go  ’Way 

Watching  a bull  indulge  himself  out  in  the  pas- 
ture, a boy  casts  a sidelong  glance  at  the  girl  sit- 
ting beside  him  on  the  fence  and  says,  “Gee,  I 
sure  would  like  to  be  doing  that.”  “Go  ahead,” 
she  says.  “It’s  your  cow.” 

This  is  sex  education  of  sorts.  It  is  the  sort 
known  as  “putting  ideas  into  their  heads.”  Peo- 
ple who  hold  this  view  are  the  ones  who  make 
all  the  noise  at  rallies  opposing  sex  education  in 
the  public  schools.  They  have  short  memories,  or 
else  they  had  vacant  heads.  Not  having  the  ideas 
is  not  the  same  as  controlling  them.  Control 
comes  through  education — early  education,  by 
precept. 

If  you  lay  the  responsibility  for  sex  education 
onto  the  school  system,  they  pontificate,  it  takes 
responsibility  away  from  the  family  where  it  be- 
longs, thereby  weakening  the  warp  and  woof  of 
society.  Agreed.  But  did  you  ever  notice  the 
demographics  of  home  burglaries?  Not  many 
happen  on  skid  row.  It  is  hard  to  take  much  away 
from  paupers.  One  has  to  wonder  just  how  many 
of  the  conscientious  objectors  are  doing  a great 
job  of  sexually  educating  their  own  brood,  and  if 
they  are,  why  they  are  so  opposed  to  having 
someone — anyone — educate  their  neighbors’  kids, 
many  of  whom  have  no  real  family.  The  fabric 
of  society  is  already  rent  asunder;  limiting  sex 
education  is  not  going  to  patch  it  up. 

It  is  certainly  true  that  a firm  “No”  will  solve 
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all,  or  at  least  most,  of  the  problems  related  to 
sexual  activity.  They  are  correct  insofar  as  that  is 
the  responsibility  of  the  family;  it  is  not  anything 
that  can  be  taught  in  a course — either  at  home, 
in  church,  or  at  school.  It  is  only  one  result  of 
firmly  inculcated  moral  responsibility  that  has  to 
be  learned  by  precept,  starting  in  the  cradle.  But 
friends,  in  case  you  don’t  know  it,  given  the 
proper  circumstances  even  the  toughest  armor  has 
chinks  that  can  be  pierced;  it  has  happened  many, 
many  times.  It  is  then  that  sex  education  comes 
in  handy — and  in  fact,  lack  of  it  is  most  unhan- 
dy, not  only  to  the  couple,  but  to  their  parents 
and  to  society  as  well.  Those  failures  are  the  ones 
who  help  clutter  the  abortion  clinics;  before  there 
were  abortion  clinics,  they  were  the  victims  of 
criminal  abortion,  who  cluttered  Gyn  clinics  and 
wards  with  sepsis.  Before  antibiotics,  they  died. 
Memory  of  such  tragedy  fades  fast.  Most  of  those 
manning  the  picket  lines  never  even  knew  about 
it;  it  was  a long  time  ago. 

Since  the  sap  rises  early — earlier  than  ostrich- 
like parents  will  admit — the  alternative  to  abor- 
tion is  teen — early  teen — age  parents;  that  be- 
gets such  juicy  news  items  as  that  after  a nasty 
court  fight  a 14-year-old  youth  in  Springfield  is 
denied  custody  of  his  16-month-old  daughter  in 
favor  of  her  17-year-old  mother.  Or  that  a 16- 
year-old  Nashville  East  High  School  student  gave 
birth  to  a baby  boy  in  the  school  restroom  and 
simply  walked  away,  leaving  the  baby  face  up  in 
the  toilet.  Neat,  huh?  There  were  1,034  other 
teen-age  girls  in  the  same  fix  last  year  in  Nash- 
ville alone. 

According  to  this  morning’s  paper,  in  the  name 
of  morality  parent  and  church  groups  are  bom- 
barding the  Legislature,  lobbying  against  sex  ed- 
ucation, despite  the  fact  that  even  if  their  young 
do  need  ideas  put  in  their  heads,  which  they 
don’t,  they  can  get  more  of  those  in  a half  hour 
of  prime  time  TV  or  five  minutes  of  daytime 
soap-opera  than  they  could  ever  get  from  a year 
in  a sex  education  course.  The  difference  is  that 
from  the  tube  they  learn  all  about  execution  but 
nothing  about  prevention — all  acceleration  and  no 
brakes. 

Many  of  the  girls  who  get  into  trouble  have 
no  family  to  instruct  them;  nobody  cares.  The 
school  is  their  only  hope.  Many  others  have  fam- 
ilies who  for  one  reason  or  another  do  not  in- 
struct them,  often  because  they  underestimate  the 
power  of  the  hormones.  Those  children  are  all 
left  to  their  standard  youthful  libidos  without 
really  understanding  how  babies  are  made — not 
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to  mention  VD. 

Though  even  the  best  of  education  on  any 
topic  may  fail  in  the  heat  of  the  moment,  it  is  far 
ahead  of  whatever  is  in  second  place.  The  medi- 
cal profession’s  duty  is  to  care  for  the  sick  and 
wounded  and  to  prevent  disease.  The  best  an- 
swer to  the  abortion  dilemma  is  to  prevent  un- 
wanted pregnancies,  which  can  be  accomplished 
only  through  education.  That  is  also  the  only 
preventive  for  sexually  transmitted  diseases. 
Much  as  we  might  wish  it  otherwise,  moral  sua- 
sion with  the  wages  of  sin  and  so  on  fails  in  the 
breach.  One  unidentified  school  principal  was 
quoted  in  the  Nashville  Banner  as  saying,  “The 
political  reality  is  that  we’re  not  going  to  have 
sex  education.”  We  need  to  do  our  level  best  to 
see  that  political  reality  changed. 

Our  young  ought  at  least  to  know  that  the 
stork  is  a myth,  and  that  neither  birds  nor  bees 
need  be  concerned  about  VD — but  they  do. 

J.B.T. 


On  Feeding  the  Kitty 

“There  are,”  once  said  some  wag,  “a  lot  more 
people  living  off  cancer  than  are  dying  of  it.” 
Given  its  current  sub-epidemic  status,  that  may 
not  always  be  true  of  AIDS,  but  at  least  for  the 
moment  it  appears  close.  Now  that  we  have  the 
diagnostic  means,  and  have  found  out  how  many 
people  carry  the  virus,  the  rush  is  on  toward 
treatment  and  prevention  of  AIDS.  No  one  can 
wait,  and  as  usual  the  entrepreneurs  and  Madi- 
son Avenue  types  head  the  pack  of  predators. 
ICN,  a small  drug  company  in  California,  has 
made  the  news  by  having  a press  conference  pro- 
moting its  new  antiviral  agent  Virazole,  which, 
because  it  has  not  yet  been  properly  tested,  is 
also  not  yet  approved  by  the  Food  and  Drug 
Administration  (FDA)  for  use.  Though  it  ap- 
pears to  have  promise  of  at  least  slowing  devel- 
opment of  the  disease  in  infected  individuals,  the 
evidence  is  based  on  only  a six-month  trial  in  16 
individuals,  eight  treated  with  placebo  and  four 
each  with  low  and  high  doses  of  the  drug.  At  the 
end  of  the  six  months  all  of  the  placebo  patients 
have  developed  AIDS,  whereas  none  of  the  high 
dose  group  had;  two  months  later,  however,  two 
of  those  also  had  the  disease. 

Whenever  there  is  a crisis,  recriminations  fall 
down  like  the  dew.  For  simply  doing  its  job  the 

JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


FDA  is  accused  of  dragging  its  feet,  and  the  CDC 
research  unit  of  obfuscating  its  findings  and 
tampering  with  promising  investigation,  all  in  re- 
sponse to  some  reputed  homophobic  passion  in 
the  White  House.  I thought  this  a particularly 
appropriate  subject  to  write  about  today,  since  it 
is  Friday,  Feb.  13,  and  I heard  tell  the  first  Fri- 
day the  13th  every  year  is  “Blame  it  on  Some- 
body Else  Day.”  Those  who  have  AIDS  are  un- 
derstandably concerned;  those  who  know  they 
have  been  exposed,  and  particularly  those  found 
to  harbor  the  HTLV-III  (or  HLV)  virus,  are  un- 
derstandably scared.  Much  of  the  rest  of  the 
population  has  a bad  case  of  AFRAIDS,  mostly 
unjustified,  since  all  the  evidence  points  to  lack 
of  transmissibility  by  means  other  than  sexual 
contact,  licit  or  il-,  or  contact  with  infected  blood. 
Statements  to  the  contrary  notwithstanding,  that 
is  not  a fabrication  of  the  public  health  authori- 
ties. The  virus  is  fragile,  and  is  easily  killed  by 
just  about  anything,  including  drying.  Though 
there  has  been  by  now  abundant  opportunity, 
what  with  all  the  AIDS  cases  worldwide,  for 
transmission  through  close  non-sexual  contacts, 
none  has  been  documented.  Nevertheless,  all 
those  groups — AIDS  and  AFRAIDS  patients  and 
their  contacts — have  put  the  heat  on  anyone 
heatable,  thereby  opening  the  door  to  opportu- 
nists. 

It  is  particularly  unfortunate  when  those  wish- 
ing to  capitalize  on  human  misery  are  in  posi- 
tions of  responsibility  that  offer  the  opportunity 
to  do  it.  It  is  to  some  degree  expected  of  the 
news  media,  even  though  it  should  not  be,  since 
that  is  the  way  they  respond  to  everything;  it  is 
the  way  they  keep  meat  on  the  table.  If  you  make 
something  a crisis,  it  will  sell  your  offerings  in- 
definitely— but  just  so  long  as  it  remains  a crisis. 

Much  of  the  so-called  AIDS  crisis  is  media 
generated;  certainly  almost  all  of  the  AFRAIDS 
is.  When  the  irresponsible  party  is  an  executive 
of  a drug  house,  though,  who  is  tooting  his  own 
illegitimate  horn,  it  becomes  offensive,  not  to  say 
dangerous.  Upon  the  premature  announcement 
of  the  alleged  benefits  of  Virazole,  the  drug  be- 
gan being  procured  in  Mexico,  where  it  is  legally 
available,  and  smuggled  into  this  country.  Against 
the  advice  of  the  FDA  to  keep  quiet  until  its 
evaluation  had  been  completed,  ICN  behaved  in 
a way  that  seems  at  best  unethical. 

Even  more  discouraging  has  been  the  news 
from  the  CDC,  with  accusations  of  tampering 
with  the  experiments  of  other  investigators  and 
subsequent  denials  and  recriminations,  along  with 


accusations  that  work  was  being  impeded  by 
homophobic  administrators.  Those  accounts  have 
been  aired  not  only  in  the  lay  press,  but  also  in 
Science,  the  official  publication  of  the  American 
Association  for  the  Advancement  of  Science. 
There  was  a time  not  so  long  ago  when  scientists 
were  considered  above  such  things,  though  the 
escutcheon  of  science  has  been  sullied  repeatedly 
during  the  past  couple  of  decades.  Since  scien- 
tists are  after  all  only  people,  this  should  aston- 
ish no  one,  but  it  always  seems  to.  That  it  should 
not,  though,  makes  it  no  less  disappointing.  It  is 
sort  of  like  finding  a preacher  in  a bawdy  house. 
The  best  that  can  be  said  for  it  is  that  it  looks 
bad;  it  somehow  taints  the  whole  profession  by 
the  sort  of  guilt  by  association  for  which  the  hu- 
man animal  is  noted. 

AIDS  is  killing  a lot  of  people;  it  is  due  to  kill 
a lot  more.  It  is  also  helping  to  keep  food  on  a 
lot  of  tables.  Without  wishing  harm  to  anyone,  it 
is  devoutly  to  be  hoped  that  that  particular  source 
of  nourishment  will  dry  up — and  soon,  though 
given  the  present  state  of  our  ignorance,  I 
wouldn't  count  on  it — at  least  not  soon.  On  the 
other  hand,  AFRAIDS  is  entirely  anthropogenic 
and  feeds  on  the  propagation  of  ignorance;  we 
can  do  a lot  there  to  choke  the  kitty.  Though 
some  might  consider  that  cruelty  to  animals,  it 
is,  to  use  the  vernacular,  “people-friendly.” 

J.B.T. 


Hfin  memofkim 


James  L.  Booth,  age  68.  Died  February  11,  1987. 
Graduate  of  Tulane  University  School  of  Medicine. 
Member  of  Memphis-Shelby  County  Medical  Society. 

Malcolm  Freels  Cobb,  Sr.,  age  78.  Died  January  28, 
1987.  Graduate  of  University  of  Tennessee  College  of 
Medicine.  Member  of  Knoxville  Academy  of  Medi- 
cine. 

William  Craig  Grant,  age  55.  Died  January  29.  1987. 
Graduate  of  University  of  Tennessee  College  of  Med- 
icine. Member  of  Memphis-Shelby  County  Medical 
Society. 
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John  W.  Griffith,  Jr.,  age  66.  Died  February  7,  1987. 
Graduate  of  Vanderbilt  University  School  of  Medi- 
cine. Member  of  Nashville  Academy  of  Medicine. 

Thomas  Fite  Paine,  Jr.,  age  68.  Died  January  29,  1987. 
Graduate  of  Vanderbilt  University  School  of  Medi- 
cine. Member  of  Nashville  Academy  of  Medicine. 


new  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

BLOUNT  COUNTY  MEDICAL  SOCIETY 

Cheryl  E.  Coleman,  M.D.,  Maryville 
Thomas  E.  Minnich,  M.D.,  Maryville 
Roberts.  Valentine,  M.D.,  Maryville 

BRADLEY  COUNTY  MEDICAL  SOCIETY 

Elizabeth  Allen  Daubner,  M.D.,  Cleveland 

CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

Stuart  Peter  Bacon,  M.D.,  Dayton 

Joseph  B.  Cofer,  M.D.,  Chattanooga 

Victor  A.  Duncan,  M.D.,  Chattanooga 

Phillip  Wesley  Forsythe,  M.D.,  Red  Bank 

Sahin  Saban  Kocacitak,  M.D.,  Fort  Oglethorpe,  GA 

DICKSON  COUNTY  MEDICAL  SOCIETY 

Lawrence  Richard  Jackson,  M.D.,  Dickson 

GREENE  COUNTY  MEDICAL  SOCIETY 

William  Joseph  Scott,  M.D.,  Greeneville 

HARDIN  COUNTY  MEDICAL  SOCIETY 

Malcolm  A.  Cox,  M.D.,  Savannah 

MAURY  COUNTY  MEDICAL  SOCIETY 

John  Frederick  Worthman,  M.D.,  Columbia 

MEMPHIS-SHELBY  COUNTY 
MEDICAL  SOCIETY 

Thomas  Ralph  Callihan,  M.D.,  Memphis 
Kenneth  J.  Gaines,  M.D.,  Memphis 
Ralph  C.  Goodman,  M.D.,  Memphis 
William  Owen  Hartness,  M.D.,  Memphis 
Russell  E.  Howard,  M.D.,  Memphis 
John  Claude  Morse,  M.D.,  Memphis 
Truman  Franklin  King,  M.D.,  Memphis 
Phillip  Royal  Langsdon,  M.D.,  Memphis 
Penny  Beth  Lynch,  M.D.,  Memphis 
Gailen  D.  Marshall,  M.D.,  Memphis 
Clifford  James  Meservy,  M.D.,  Memphis 
Robert  Horace  Miller,  III,  M.D.,  Memphis 
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S.  Gail  Thurmond,  M.D.,  Memphis 
Bryan  Ross  Troop,  M.D.,  Memphis 
Renga  1.  Vasu,  M.D.,  Memphis 

(Students) 

James  G.  Avery,  Memphis 
Sandra  M.  Baltz,  Memphis 
Robin  E.  Barnett,  Memphis 
Brent  A.  Barrow,  Memphis 
James  T.  Batey,  Memphis 
Michael  T.  Beckham,  Memphis 
Rick  Belcher,  Jr.,  Memphis 
James  F.  Benson,  Jr.,  Memphis 
Rusty  Bernard,  Memphis 
John  M.  Bills,  Jr.,  Memphis 
Mark  G.  Bowles,  Memphis 
Edward  E.  Breazeale,  Jr.,  Memphis 
Jeffrey  B.  Brown,  Memphis 
James  K.  Buck,  II,  Memphis 
Eldridge  G.  Burns,  Jr.,  Memphis 
Barry  Callahan,  Memphis 
Robert  C.  Collier,  Memphis 
Suzanne  Collier,  Memphis 
David  Cozart,  Memphis 
Jack  C.  Clark,  Jr.,  Memphis 
Patricia  A.  Crane,  Memphis 
Crista  L.  Cresler,  Memphis 
Susan  F.  Crouch,  Memphis 
William  R.  Davidson,  Memphis 
Philip  M.  Dooley,  Memphis 
Andrew  Douglas,  Memphis 
Carrie  L.  Dowling,  Memphis 
William  D.  Drinnon,  Memphis 
Doug  C.  Dycus,  Memphis 
Caroline  K.  Elias,  Memphis 
Howard  Entman,  Memphis 
Sarah  Knowlton,  Memphis 
Arleen  C.  Farrow,  Memphis 
Richard  A.  Fleming,  Memphis 
James  E.  Fragetta,  Memphis 
Michael  D.  Fromke,  Memphis 
John  F.  Guidi,  Memphis 
Spencer  D.  Gregg,  Memphis 
Omar  E.  Hamada,  Memphis 
J.  Brian  Hopper,  Memphis 
Tim  N.  Hutchison,  Memphis 
Shelley  J.  Jordan,  Memphis 
Gregg  M.  Kaiser,  Memphis 
Paul  Jay  Katz,  Memphis 
Rena  T.  Klarich,  Memphis 
H.  Lebron  Lackey,  Jr.,  Memphis 
Jerry  Lee  Lovelace,  Memphis 
Mary  M.  Lyle,  Memphis 
Cathy  L.  Mathes,  Memphis 
Beth  R.  Mitchell,  Memphis 
Carol  H.  McCullough,  Memphis 
Louis  B.  Nabors,  III,  Memphis 
Michael  W.  Nelson,  Memphis 
Mark  S.  Newman,  Memphis 
William  F.  Oellerich,  Memphis 
Robert  W.  Osteen,  Memphis 
Wendy  Pais,  Memphis 
Anthony  J.  Palazzo,  Memphis 
Henri  F.  Pellegrin,  Jr.,  Memphis 
Thomas  C.  Pitman,  Memphis 

JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


Kanchan  H.  Puranik,  Memphis 
R.  Allen  Redden,  Memphis 
David  J.  Richardson,  Memphis 
Jina  Ryu,  Memphis 
B.  Jeff  Sanders,  Memphis 
Rodney  C.  Sanders,  Memphis 
Warren  Schmidt,  Memphis 
Mary  Lynn  Scott,  Memphis 
Mark  Simcox,  Memphis 
Nelson  B.  Smith,  Memphis 
Scott  Summers,  Memphis 
Michael  G.  Spann,  Memphis 
Ira  E.  Stein,  Memphis 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Twenty-one  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during 
January  1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Elaine  M.  Bunick,  M.D.,  Oak  Ridge 
Fenwick  W.  Chappell,  M.D.,  Memphis 
Thomas  R.  Duncan,  M.D.,  Columbia 
Clifton  E.  Greer,  Jr.,  M.D.,  Nashville 
Harvey  H.  Grime,  M.D.,  Lebanon 
Robert  L.  Haley,  Jr.,  M.D.  Madison 
Hari  S.  Kapur,  M.D.,  Memphis 
Cecil  D.  Knight,  M.D.,  Cleveland 
Michel  E.  Kuzur,  M.D.,  Nashville 
John  C.  McAmis,  M.D.,  Maryville 
Amos  Okrah,  M.D.,  Memphis 
Reinaldo  A.  Olaechea,  M.  D.,  Crossville 
Richard  P.  Ownbey,  M.D.,  Nashville 
Arthur  K.  Patterson,  M.D.,  Nashville 
Daniel  R.  Ramey,  III,  M.D.,  Memphis 
Thomas  A.  Russell,  M.D.,  Memphis 
Donald  W.  Schmidt,  M.D.,  Memphis 
Burton  Silbert,  M.D.,  Nashville 
Daphine  Sprouse,  M.D.,  Nashville 
John  B.  Thomison,  M.D.,  Nashville 
Guy  Zimmerman,  Jr.,  M.D.,  Byrdstown 


L.  Brannon  Thomas,  Memphis 
Tom  C.  Thompson,  Memphis 
Phong  Hung  Tran,  Memphis 
David  K.  Tutor,  Memphis 
Karen  Ann  Vincant,  Memphis 
Robert  B.  Wai,  Memphis 
Mary  Rose  Wedegaertner,  Memphis 
Charles  W.  White,  Jr.,  Memphis 
Walter  S.  Witt,  Memphis 
Jerry  L.  Yancey,  Jr.,  Memphis 

NASHVILLE  ACADEMY  OF  MEDICINE 

Robert  H.  Ossoff,  M.D.,  Nashville 

SULLIVAN  COUNTY  MEDICAL  SOCIETY 

Karen  Louise  Ballington,  M.D.,  Bristol 
R.  Alan  Davis,  M.D.,  Bristol 
I.  N.  Kutty,  M.D. , Kingsport 
Brady  B.  Stoner,  M.D.,  Bristol 

SUMNER  COUNTY  MEDICAL  SOCIETY 

William  R.  Caldwell,  M.D.,  Gallatin 

WARREN  COUNTY  MEDICAL  SOCIETY 

Brian  C.  Beatty,  M.D.,  McMinnville 
Rene  Carlos  Del  Valle,  M.D.,  McMinnville 

WHITE  COUNTY  MEDICAL  SOCIETY 

Robert  Hoyt,  M.D.,  Sparta 


per/onol  ncui/ 


Robert  A.  Beasley,  M.D.,  Cleveland,  has  been  induct- 
ed as  a Fellow  of  the  American  Academy  of  Ortho- 
paedic Surgeons. 

Duane  C.  Budd,  M.D.,  Johnson  City,  has  been  ap- 
pointed president  of  the  Tennessee  Board  of  Medical 
Examiners. 

Dennis  C.  Ford,  M.D.,  Cleveland,  has  been  certified 
as  a Diplomate  of  the  American  Board  of  Anesthe- 
siology. 

Donathan  M.  Ivey,  M.D.,  Crossville,  has  been  induct- 
ed as  a Fellow  of  the  American  College  of  Surgeons. 

Kimball  I.  Maull,  M.D.,  Knoxville,  has  been  elected 
president  of  the  Eastern  Association  for  the  Surgery 
of  Trauma.  Dr.  Maull  has  also  been  appointed  by  the 
National  Academy  of  Sciences  to  a 12-member 
congressional  commission  studying  the  problem  of  al- 
cohol and  drug  use  and  its  role  in  automobile  acci- 
dents. 
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Kenneth  H.  Tozer,  M.D.,  Milan,  has  been  certified  as 
a Diplomate  of  the  American  Board  of  Surgery. 
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announcement/ 


CALENDAR  OF  MEETINGS 

NATIONAL 


May  1-4 

May  1-4 

May  1-4 

May  3-7 

May  3-7 

May  4-8 

May  5-7 

May  6-10 

May  7-10 

May  9-13 

May  9-15 

May  9-15 

May  10-13 

May  10-13 

May  10-14 
May  11-13 

May  12-15 


American  Federation  for  Clinical  Re- 
search-Town & Country,  San  Diego 
American  Society  of  Clinical  Investigation — 
Town  & Country,  San  Diego 
Association  of  American  Physicians — Town 
& Country,  San  Diego 
American  Association  of  Neurological  Sur- 
geons— Dallas 

Uniformed  Services  Academy  of  Family 
Physicians — Orlando,  Fla. 

Association  for  Research  in  Vision  and 
Ophthalmology — Hyatt,  Sarasota,  Fla. 
American  College  of  Legal  Medicine — Long 
Beach,  Calif. 

American  Psychoanalytic  Association — Hyatt 
Regency,  Chicago 

American  Academy  of  Psychoanalysis — 
Chicago 

American  Society  for  Gastrointestinal  En- 
doscopy— Hyatt  Regency,  Chicago 
American  Gastroenterological  Associa- 
tion— Hyatt  Regency,  Chicago 
American  Society  of  Neuroradiology — New 
York 

American  Thoracic  Society — Marriott/Sher- 
aton, New  Orleans 

Society  for  Cardiovascular  Anesthesiolo- 
gy— Marriott,  Palm  Desert,  Calif. 

Aerospace  Medical  Association — Las  Vegas 
Society  for  Surgery  of  the  Alimentary 
Tract — Chicago 

Society  for  Cardiac  Angiography — Disney- 
land Contemporary  Hotel,  Orlando,  Fla. 


May  14-17 
May  14-17 
May  14-17 

May  17-20 
May  17-21 
May  19 
May  19-21 
May  23-27 
May  24-28 
May  25-30 
May  26-27 
May  26-30 
May  27-30 
June  1-5 

June  7-9 

June  10-12 
June  11-14 

June  13-16 

June  15-17 

June  26-27 
June  28-July 


American  Geriatrics  Society — Hyatt  Regen- 
cy, New  Orleans 

Association  of  Clinical  Scientists — Charles- 
ton Place  Hotel,  Charleston,  S.C. 

Virginia  Society  of  Ophthalmology,  annual 
meeting — Sheraton  Tysons  Corner,  North- 
ern Virginia 

American  Ophthalmological  Society — La 
Costa,  Carisbad,  San  Diego 
American  Urological  Association — Hilton, 
Anaheim,  Calif. 

American  Medical  Student  Association — 
New  Orleans 

American  Society  for  Artificial  Internal  Or- 
gans— Marriott  Marquis,  New  York 
American  Fracture  Association — Hyatt  Re- 
gency, Chicago 

American  Association  on  Mental  Deficien- 
cy— Hilton,  Los  Angeles 
American  Association  of  Suicidology — San 
Francisco 

American  Otological  Society — Fairmont, 
Denver 

American  College  Health  Association — 
Chicago 

American  College  of  Sports  Medicine — Las 
Vegas 

International  Conference  on  AIDS  (spon- 
sored by  US  Public  Health  Service  and 
World  Health  Organization) — Washington 
Hilton,  Washington,  D.C. 

American  Diabetes  Association — Hyatt  Re- 
gency, Indianapolis 
Endocrine  Society — Indianapolis 
American  Association  of  Neuropatholo- 
gists— Seattle 

Eye  Bank  Association  of  America — Grand 
Hotel,  Mackinac  Island,  Mich. 

NIH  Consensus  Development  Conference  on 
the  Management  of  Clinically  Localized 
Prostate  Cancer  (cosponsored  by  National 
Cancer  Institute) — Bethesda,  Md. 
Association  of  Pakistani  Physicians — Chicago 
2 American  Orthopedic  Society  for  Sports 
Medicine — Orlando,  Fla. 


244 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


journo!  of  the 

tenne/see 

medkal  curocfaHon 

OWNED  AND  PUBLISHED  BY  THE  ASSOCIATION 

MAY,  1987 
VOL.  80,  NO.  5 


Giant  Esophageal  Fibrolipoma: 

Case  Report  and  Review  of  the  Literature 


F.  HAMMOND  COLE,  JR.,  M.D.;  ANN  HAYS,  M.D.;  and 

CHARLES  TUCKER,  M.D. 


Introduction 


Comment 


We  have  recently  managed  a patient  with  a 
giant  fibrolipoma  of  the  esophagus.  Review  of  the 
literature  revealed  that  this  tumor  is  rarely  re- 
ported, and  that  the  nomenclature  is  quite  incon- 
sistent. We  have  not  found  reference  to  the  ap- 
pearance of  these  lesions  on  computerized 
tomography  (CT). 

Case  Report 

A 66-year-old  man  went  to  his  family  physician  with  a six- 
month  history  of  progressive  difficulty  in  swallowing  solids; 
he  had  lost  15  lb  and  frequently  regurgitated  after  meals.  He 
denied  any  symptoms  of  aspiration.  Physical  examination  was 
within  normal  limits.  Chest  film  (Fig.  1)  showed  massive  me- 
diastinal widening  and  an  air  fluid  level,  and  barium  swallow 
(Fig.  2)  revealed  a huge  intramural  mass  extending  from  the 
thoracic  inlet  to  the  level  of  the  pulmonary  hilum.  CT  dem- 
onstrated that  the  mass  was  fatty  and  quite  extensive  (Fig. 
3).  Again  the  location  was  interpreted  as  intramural. 

Flexible  esophagoscopy  was  performed.  The  mass  was  be- 
lieved to  be  intramural,  and  biopsy  showed  prominent 
lymphofollicular  proliferation  and  interstitial  changes  consist- 
ent with  an  inflammatory  polyp.  We  explored  the  patient 
through  a right  thoracotomy  with  a preoperative  diagnosis  of 
giant  intramural  lipoma.  There  was  a large  (14  x 5 cm),  lob- 
ulated  esophageal  mass,  which  to  our  surprise  proved  to  be 
intraluminal  and  pedunculated,  attached  to  the  cervical 
esophagus  by  a narrow  pedicle  (Fig.  4).  Histologic  examina- 
tion showed  a benign  polyp  with  a myxoid  stroma  which  was 
classified  as  a fibrolipoma.  The  patient  had  an  uncomplicated 
postoperative  course  and  was  discharged  on  the  ninth  post- 
operative day.  He  has  remained  asymptomatic  since  his  op- 
eration. 
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This  case  was  unusual  on  several  counts,  in- 
cluding the  rather  spectacular  size  of  the  lesion, 
the  paucity  of  recent  surgical  or  medical  litera- 


Figure  1.  PA  chest  film  revealing  massive  mediastinal  widening  and 
an  air  fluid  level  in  the  proximal  esophagus  just  above  the  left  clavic- 
ular head. 
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ture,  and  the  use  of  CT  in  evaluation,  which  has 
not  been  previously  described. 

Benign  esophageal  tumors  comprise  about 
20%  of  esophageal  neoplasms.1  Plachta2  reported 
a series  of  99  benign  esophageal  tumors  in  1962, 
and  found  a total  to  that  date  of  432  cases  in  the 
literature.  Schmidt  and  associates3  reviewed  the 
Mayo  Clinic  series,  and  divided  these  lesions 
based  on  location  into  pedunculated  intraluminal 
or  intramural  lesions. 

Pedunculated  intramural  tumors  are  unusual 
lesions.  They  were  described  prior  to  the  devel- 
opment of  roentgenographic  techniques  because 
of  oral  regurgitation  of  the  mass.  In  1922,  Vinson4 
reported  removal  of  an  intramural  pedunculated 
esophageal  tumor  via  a transcervical  route.  This 
was  the  first  such  report  in  the  American  litera- 
ture. In  1952,  Bernatz  and  associates5  reported  a 
series  of  six  surgically  treated  cases  and  noted  the 
rather  bewildering  nomenclature  of  these  le- 
sions. Since  these  tumors  are  generally  made  up 
of  mesenchymal  elements  and  are  described  by 
the  predominant  pathologic  appearance,  they 


Figure  2.  View  of  a barium  swallow  showing  proximal  esophageal 
dilatation  plus  what  appears  to  be  intraluminal  foreign  material  within 
the  esophagus. 
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have  been  termed  lipomas,  pedunculated  lipo- 
mas, fibrolipomas,  fibrovascular  polyps,  myxo- 
mas, and  various  other  combinations  of  these 
terms.  They  all  tend  to  arise  in  the  proximal 
esophagus,  to  be  molded  by  the  peristaltic  action 
of  swallowing,  to  have  intact  mucosal  covering, 
and  to  be  relatively  asymptomatic  in  view  of  their 
size. 

This  particular  tumor  was  classified  as  a fibro- 
lipoma.  We  found  four  case  reports  with  most  of 
the  recent  ones  being  in  the  radiology  literature. 
Jang  and  associates6  termed  these  tumors  fibro- 
vascular polyps,  and  stated  that  they  were  the 
most  frequent  intraluminal  tumors  of  the  esoph- 
agus. They  reported  three  lesions,  two  removed 
via  thoracotomy  and  a third  removed  transorally 
after  regurgitation  of  the  lesion.  Lolley  et  al7  re- 
ported the  case  of  a patient  with  a long  history 
of  intermittent  regurgitation  of  a large  tumor. 
This  lesion  was  managed  via  a transcervical  route. 
Barki  and  colleagues8  reported  a similar  case,  re- 
sected via  a cervical  approach,  and  pointed  out 
that  malignant  degeneration  had  been  described. 
Lastly,  Carter  and  Kulkarni,9  who  reported  cer- 
vical excision  of  a similar  large  tumor,  stated  that 
60  cases  had  been  reported  up  to  1984,  and  rec- 
ommended excision  because  of  the  potential 
danger  of  bleeding. 

The  use  of  CT  has  not  previously  been  de- 
scribed in  this  setting.  In  this  patient,  the  large 
fatty  lesion  was  well  delineated  by  its  density  and 
measured;  the  study  was  of  considerable  value  in 
selecting  a surgical  approach.  We  did  not  cor- 
rectly diagnose  the  polypoid  nature  of  the  lesion 
with  endoscopy,  barium  swallow,  or  CT;  this  dif- 
ficulty has  been  described  by  others  and  is  due 
to  the  mucosal  covering  and  huge  size  of  the  le- 


Figure  3.  Computerized  tomogram  showing  a fatty  density  which  ap- 
peared to  be  in  an  intramural  position. 
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Figure  4.  View  of  the  large  pedunculated  tumor  mass  after  excision. 


sions.  The  major  diagnostic  confusion  is  with 
achalasia;  the  appearance  of  a large  amount  of 
radiolucent  foreign  material  mixed  with  contrast 
but  without  obstruction  of  flow  of  contrast  ma- 
terial at  the  gastroesophageal  junction  is  the  dis- 
tinguishing feature. 

Summary  and  Conclusions 

Intraluminal  pedunculated  benign  tumors  are 
characterized  by  a bewildering  nomenclature  that 
at  this  point  is  probably  uncorrectable.  They 


should  be  excised  when  diagnosed  because  of 
progressive  symptomatology,  especially  with 
weight  loss,  the  propensity  for  regurgitation  with 
fatal  asphyxia,1011  the  possibility  of  hemorrhage, 
and  the  remote  chance  of  malignant  degenera- 
tion. The  frequent  presence  of  large  vessels  in 
the  stalk  probably  makes  a direct  surgical  ap- 
proach most  prudent,  although  endoscopic  re- 
moval has  been  achieved.  r S 


REFERENCES 

1.  Attah  EB.  Haydn  SI:  Benign  and  malignant  tumors  of  the  esophagus  at 
autopsy.  J Thorac  Cardiovasc  Surg  55:396-404,  1968. 

2.  Plachta  A:  Benign  tumors  of  the  esophagus.  Am  J Gastroenterol  38:639- 
652.  1962. 

3.  Schmidt  HW,  Clagett  OT,  Harrison  EG:  Benign  tumors  and  cysts  of  the 
esophagus.  J Thorac  Cardiovasc  Surg  41:717-732.  1961. 

4.  Vinson  PP:  A pedunculated  lipoma  of  the  esophagus.  JAMA  78:801-802. 
1922. 

5.  Bernatz  PE,  Smith  JL.  Ellis  FH.  et  al:  Benign,  pedunculated,  intraluminal 
tumors  of  the  esophagus.  J Thorac  Surg  35:503-512.  1958. 

6.  Jang  GC,  Clouse  ME,  Fleischner  FG:  Fibrovascular  polyp — a benign  in- 
traluminal tumor  of  the  esophagus.  Radiology  92:1196-1200,  1969. 

7.  Lolley  D.  Razzuk  MA.  Urschel  HC:  Giant  fibrovascular  tumor  of  the 
esophagus.  Ann  Thorac  Surg  22:383-385,  1976. 

8.  Barki  Y,  Elias  H.  Tovi  F.  et  al:  A fibrovascular  polyp  of  the  esophagus. 
BrJ  Radiol  54:142-144.  1981. 

9.  Carter  MM,  Kulkami  MV:  Giant  fibrovascular  polyp  of  the  esophagus. 
Gastrointest  Radiol  9:301-303.  1984. 

10.  Allen  WS,  Talbot  WH:  Sudden  death  due  to  regurgitation  of  a pedun- 
culated esophageal  lipoma.  J Thorac  Cardiovasc  Surg  54:756-758.  1967. 

11.  Zonderland  HM,  Ginai  AZ:  Lipoma  of  the  esophagus.  Diagn  Imag  Clin 
Med  53:265-268.  1984. 


MAY,  1987 


269 


Lymphangioma  of  the  Spermatic  Cord 

PAIO  FU  HUANG,  M.D.  and  JAMES  B.  FARNUM,  M.D. 


Unusual  operative  findings  of  an  inguinoscro- 
tal  mass  prompted  suspicion  of  neoplasia,  in  spite 
of  previous  clinical  differential  diagnosis  of  sper- 
matocele, hydrocele,  and  inguinal  hernia;  a fro- 
zen section  diagnosis  of  lymphangioma  was  made. 
We  present  this  experience  with  the  clinical, 
gross,  and  microscopic  material  of  a rare  sper- 
matic cord  lymphangioma  to  facilitate  sound  de- 
cision-making in  similar  situations. 

Case  Report 

A 57-year-old  white  male  carpenter  gave  a history  of  re- 
cent treatment  of  reactive  depression,  emphysema,  and  hiatal 
hernia.  An  incidental  finding  was  a right  inguinal  mass  of  two 
to  three  years’  duration  which  caused  intermittent,  minor  dis- 
comfort. There  was  no  history  of  alcohol  or  tobacco  abuse. 

On  physical  examination,  auscultation  of  the  lungs  re- 
vealed hyperresonance,  decreased  breath  sounds,  and  diffuse 
wheezes  bilaterally.  There  was  a dime-sized,  nontender,  mul- 
tinodular, mobile  mass  within  the  right  spermatic  cord,  with 
possible  extension  to  the  epididymis.  The  overlying  scrotal 
skin  was  freely  movable  over  the  mass.  Laboratory  data,  in- 
cluding urinalysis,  were  unremarkable.  An  intravenous  py- 
leogram  showed  normal  kidney  contours  and  bladder  outline. 
The  clinical  impressions  preoperatively  favored  spermato- 
cele, hydrocele,  and  inguinal  hernia,  in  order  of  decreasing 
probability. 

Through  a right  transverse  inguinal  incision,  a right  or- 
chiectomy with  high  ligation  of  the  right  spermatic  cord  was 
done.  Dissection  down  through  the  external  oblique  aponeu- 
rosis revealed  a 2.5-cm,  soft,  multinodular  cystic  mass  which 
was  several  centimeters  distal  to  the  external  inguinal  ring. 
Frozen  section  diagnosis  of  a wedge  biopsy  was  reported  as 
lymphangioma.  Further  dissection  freed  the  entire  mass  and 
testicle  without  difficulty. 

The  gross  pathology  specimen  consisted  of  the  right  tes- 
ticle, epididymis,  and  spermatic  cord  (Fig.  1).  Fascial  layers 
and  cremaster  muscle  were  dissected  from  the  spermatic  cord, 
revealing  a tumor  between  the  vas  deferens  and  pampiniform 
plexus.  The  normal  appearing  testis  measured  4.5  x 3 x 2.5 
cm,  and  had  an  attached  5-cm  length  of  epididymis.  The  vas 
deferens  measured  12  cm  from  epididymis  to  resection  mar- 
gin and  was  paralleled  by  a 10-cm  length  of  pampiniform 
plexus  with  a 15  x 7-mm  transverse  diameter.  A soft,  trans- 
lucent, ovoid  mass  measuring  4.5  x 2.5  x 1.5  cm  (Fig.  2), 
situated  2.5  cm  from  the  epididymis  and  3 cm  from  the  resec- 
tion margin,  appeared  well-defined,  with  pushing  borders 
nestled  between  the  vas  deferens  and  pampiniform  plexus. 
The  mass  did  not  appear  to  infiltrate  adjacent  structures. 
Transverse  section  showed  a well-demarcated,  multilocular  cyst 
with  internal  cavities  measuring  .3  to  .7  cm;  they  had  thin 
fibrous  walls  and  were  filled  with  a clear,  yellowish,  mucoid 
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Figure  1.  The  surgical  specimen  shows  a well-defined,  ovoid  tumor 
between  the  vas  deferens  and  pampiniform  plexus  of  the  spermatic 
cord,  with  adjacent  normal  testis  and  epididymis. 


Figure  2.  Close-up  photograph  shows  a well-defined,  translucent,  ovoid 
tumor  (4.5  x 2.5  x 1.5  cm)  pushing  between  structures  of  the  sper- 
matic cord. 


2 cm 


Figure  3.  Transverse  midsection  of  tumor  reveals  a multilocular  cyst 
with  irregular  internal  cavities  filled  with  mucoid  material  and  having 
thin  fibrous  walls.  The  vas  deferens  and  pampiniform  plexus  are 
pushed  to  the  extreme  left  and  right  edges,  respectively. 
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material  that  was  easily  extruded  (Fig.  3).  The  testis,  epidid- 
ymis, and  portions  of  remaining  spermatic  cord  were  normal. 

Microscopic  sections  showed  a neoplasm  composed  of  ir- 
regular cystic  spaces  and  of  fibrous  septa  of  variable  thick- 
nesses (Fig.  4).  The  cystic  spaces  were  filled  with  a layered 
coagulum  of  proteinaceous  material  containing  occasional 
clusters  of  lymphocytes;  there  was  minimal  extravasation  into 
normal  adjacent  interstitium.  Vascularization  of  the  septal 
walls  was  moderate.  Although  the  mass  was  independent  of 
the  vas  deferens  and  pampiniform  plexus,  the  tumor  was 
pushing  into  the  adjacent  soft  tissues  (Fig.  5).  The  spaces 
were  lined  by  endothelial  cells,  which  in  some  areas  were 
hyperplastic.  The  histological  diagnosis  was  cavernous  lym- 
phangioma. 

Comments 

Lymphangioma,  a benign  neoplasm  of  the 
lymphatic  system,  is  an  unusual  tumor  found  pri- 
marily in  the  young.  Though  it  can  arise  any- 
where in  the  body,  it  is  rare  in  the  inguinoscrotal 
location,1-2  and  is  even  rarer  in  the  spermatic  cord. 
Gueukdjian's  excellent  1955  review  of  the  world 
literature  yielded  56  cases  of  lymphangioma  of 
the  groin  and  scrotum,  of  which  only  nine  were 
specific  to  the  spermatic  cord3;  these  nine  showed 
age  variation  from  newborn  to  older  adult. 

The  pathogenesis  of  lymphangioma  is  still  un- 
certain. The  most  widely  accepted  theory,  pro- 
posed by  Goetsch,4  is  that  these  tumors  arise  from 
sequestration  or  failure  of  the  lymphatic  system 
to  make  connection  with  the  venous  system.  Prim- 
itive lymphatic  tissue  has  growth  potential  via 
sprouting,  penetration,  and  secretion.  The  en- 
dothelial sprouts  penetrate  the  adjoining  tissue, 
the  endothelial  cells  form  droplets  of  secretion, 
and  cyst-like  spaces  result  from  dilatation  by  se- 
cretions. Consequently,  the  adjacent  tissue  be- 
comes compressed  and  fibrotic.  This  theory  of 
origin  would  explain  the  pathologic  and  clinical 
features  of  lymphangioma. 

Wegener’s  classification  of  simple  (capillary), 
cavernous,  and  cystic  lymphangioma  is  generally 
accepted5;  combinations  of  the  above  patterns  are 
frequently  seen.  Capillary  (simple)  lymphan- 
gioma, a congenital  lesion  of  skin  or  mucous 
membrane  of  the  head  and  neck  area,  is  a slow- 
growing  tumor  composed  of  a network  of  en- 
dothelial-lined, thin-walled  lymphatic  spaces 
which  are  often  separated  by  lymphoid  aggre- 
gates. Lack  of  erythrocytes  distinguishes  the 
spaces  from  venules. 

Cavernous  lymphangioma  is  also  a congenital 
lesion  that  grows  slowly  and  is  more  common 
than  the  capillary  type.  It  is  composed  of  numer- 
ous dilated  endothelial-lined  spaces  separated  by 
a scanty  connective  tissue  stroma.  The  margins 
of  the  tumor  are  not  discrete.  This  type  of  lym- 


phangioma occurs  most  commonly  in  the  neck 
and  axilla,  and  occasionally  in  the  retroperito- 
neal area.  The  distinction  from  capillary  lym- 
phangioma on  the  basis  of  the  size  of  the  spaces 
is  somewhat  arbitrary;  mixed  cavernous  lym- 
phangioma and  hemangioma  are  also  common. 

Cystic  lymphangioma  occurs  principally  in  the 
neck.  It  is  usually  multilocular  and  contains  ser- 
ous fluid.  The  histologic  features  are  similar  to 
those  of  a cavernous  hemangioma  except  for  the 
size  of  the  spaces.  According  to  Keiller,6  cystic 
lymphangioma  is  an  advanced  stage  of  the  cav- 
ernous type  resulting  from  changes  in  the  drain- 
age of  the  mass  or  alterations  in  the  endothelial 
lining;  Watson  and  McCarthy,7  on  the  other  hand, 
regard  cystic  lymphangioma  as  a distinct  entity. 

The  differential  diagnosis  by  physical  exami- 
nation in  this  case  study  included  three  entities 


Figure  4.  High  power  photomicrograph  of  the  lymphangioma  shows 
the  edges  of  irregular  cystic  spaces  and  variable  thickness  of  fibrotic 
septa.  Note  the  flat  endothelial  cells  lining  the  septae  and  the  rich 
septal  vascularization  (hematoxylin-eosin,  X400). 
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Figure  5.  The  margin  of  the  lymphangioma  shows  an  interdigitating, 
pushing,  finger-like  extension  into  adjacent  soft  tissues.  This  may  ac- 
count for  the  tumor's  well-known  propensity  for  recurrence  (hematox- 
ylin-eosin, X200). 
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frequently  confused  with  inguinoscrotal  lym- 
phangioma, which  may  present  as  “scrotal  sur- 
prises”: inguinal  hernia,  spermatocele,  and  hy- 
drocele.8 Its  high  inguinal  location  suggested 
hernia,  but  due  to  its  high  location  the  examiner 
could  feel  only  its  cross-sectional  tip;  since  its 
major  extent  was  within  or  hidden  by  the  inguin- 
al ring,  the  size  of  the  mass  was  underestimated. 
The  proximity  of  the  mass  to  the  epididymis  gave 
the  impression  of  spermatocele  or  hydrocele,  and 
its  sharp  demarcation  of  the  mass  further  con- 
fused the  clinical  distinctions  among  hernia, 
spermatocele,  and  hydrocele.  The  slow  growth  of 
the  mass  matched  the  growth  behavior  of  lym- 
phangiomas, but  its  location  may  have  precluded 
early  notice. 

Though  surgical  excision,  external  irradiation, 
sclerosing  injections,  fulguration,  and  cryothera- 
py have  all  been  used  in  the  treatment  of  lym- 
phangioma, complete  excision  offers  the  best 
chance  of  cure.  Recurrence  is  unfortunately  fre- 
quent, and  its  incidence  may  be  associated  with 
increasing  age.  Those  patients  cited  by  Gue- 
ukdjian3  with  spermatic  cord  lymphangioma  were 
treated  by  surgical  excision  with  apparent  ab- 
sence of  morbidity.  In  our  case,  orchiectomy  with 


high  ligation  of  the  spermatic  cord  was  curative, 
with  no  consequent  complications  in  a follow-up 
period  of  three  years. 

Summary 

We  have  presented  a rare  case  of  lymphan- 
gioma arising  within  the  spermatic  cord  of  a 57- 
year-old  man,  giving  salient  features  of  the  gross 
and  microscopic  pathology,  tumor  pathogenesis 
and  histology  subtypes,  clinical  differential  diag- 
nosis and  treatment  options.  r ^ 
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Introduction 

Human  cardiac  allografting  began  in  Decem- 
ber 19671  and  was  followed  by  a brief  period  when 
many  centers  performed  heart  transplants,  an  ac- 
tivity rapidly  curtailed  by  poor  results;  only  a 
small  number  of  centers  persisted.  Since  the  in- 
troduction of  cyclosporine  (Cy)  into  the  field  of 
clinical  transplantation,2  in  1980,  there  has  been 
a worldwide  increase  in  the  number  of  centers 
performing  heart  transplants.  The  Tennessee 
Heart  Institute  at  St.  Thomas  Hospital  instituted 
its  program  in  March  1985,  and  since  that  time 
42  patients  have  been  referred  for  cardiac  trans- 
plantation. Fifteen  of  these  patients  were  consid- 
ered candidates  for  orthotopic  heart  transplant 
(OHT). 

Materials  and  Methods 

Of  the  15  candidates,  11  received  orthotopic 
transplants,  one  died  awaiting  transplantation, 
one  transferred  to  another  transplant  program, 
and  two  are  presently  awaiting  an  appropriate 
donor  heart. 

Of  the  11  transplant  recipients,  there  are  ten 
men  and  one  woman;  their  ages  range  from  30 
to  54  years.  All  recipients  satisfied  the  criteria  in 
Table  1;  they  were  compliant  and  well  motivat- 
ed, and  had  a strong  support  system.  All  had 
NYHA  class  IV  symptoms  and  an  estimated  life 
expectancy  of  less  than  one  year.  None  was  a 
candidate  for  alternative  medical  or  surgical 
therapy,  and  other  contraindications  to  OHT, 
i.e. , severe  peripheral  vascular  disease,  active  in- 
fectious process,  recent  pulmonary  infarction,  ir- 
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reversible  renal  and  liver  dysfunction,  cancer,  and 
elevated  pulmonary  vascular  resistance  (PVR), 
were  excluded.  The  indications  were  idiopathic 
cardiomyopathy  in  seven  patients,  ischemic  car- 
diomyopathy from  coronary  artery  disease  in 
three  patients,  and  postpartum  cardiomyopathy 
in  one  patient. 

Donor  selection  criteria  included  age  (men 
under  35  or  women  under  40),  hemodynamic  sta- 
bility without  the  need  for  high  dose  inotropic 
support,  and  no  history  of  prolonged  cardiac  ar- 
rest or  previous  cardiac  disease.  The  particular 
combination  of  donor  and  recipient  criteria  was 
based  on  an  approximate  size  and  weight,  ABO 
blood  group  compatibility,  and  lack  of  donor- 
specific  antibodies.  A negative  prospective  lym- 
phocyte crossmatch  was  required  if  the  recipient 
had  evidence  of  preformed  antibodies.  Human 
leukocyte  antigen  (HLA)  typing  was  performed 
only  retrospectively.  The  average  waiting  time 
was  six  weeks.  Three  donor  hearts  were  pro- 
cured locally  and  the  remaining  hearts  else- 
where; the  greatest  procurement  distance  was  576 
miles.  Total  ischemic  time  ranged  from  83  min- 
utes to  192  minutes,  with  an  average  of  120  min- 


TABLE 1 

RECIPIENT  CRITERIA  FOR  ORTHOTOPIC  HEART  TRANSPLANT 

End-stage  disease — NYHA  class  IV 
Psychologically  stable 
No  malignancy 

No  recent  pulmonary  infarction 
PVR  <6  Woods  units* 

No  systemic  illness 
No  active  infection 


‘Pulmonary  vascular  resistance. 
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utes.  The  operative  technique  was  that  of  Lower 
and  Shumway3  consisting  of  a left  atrial  anasto- 
mosis, followed  by  a right  atrial  anastomosis,  and 
then  anastomosis  of  the  heart  to  the  aorta  and 
pulmonary  artery. 

Postoperatively,  the  recipients  were  placed  in 
a reverse  isolation  environment  during  the  first 
week.  Mask  isolation  was  continued  until  dis- 
charge from  the  hospital.  Postoperative  care  was 
quite  similar  to  the  care  of  the  more  convention- 
al cardiac  surgical  patient.  Vital  signs,  intake  and 
output,  right  heart  pressure  data,  and  cardiac 
output  were  monitored  for  24  to  48  hours.  Me- 
chanical ventilation  was  discontinued  within  the 
first  24  hours.  In  the  second  posttransplant  week, 
a cardiac  rehabilitation  exercise  program  was 
started  and  the  recipient  received  instructions  re- 
garding immunosuppression  and  his  medications. 
After  transplantation,  patients  have  met  monthly 
with  the  transplant  social  worker  in  a support 
group  which  discusses  common  problems  and 
goals. 

Immunosuppressive  therapy  consisted  of  Cy, 
rabbit  antithymocyte  globulin  (RATG),  azathio- 
prine  (AZA),  and  corticosteroids.  Patient  rejec- 
tion surveillance  was  based  primarily  on  endom- 
yocardial biopsy  (EMB). 

Immunosuppressive  Regimen.  Currently,  the 
recipient  receives  preoperative  AZA  (1  mg/kg) 
and  an  initial  oral  loading  dose  of  Cy  (12  to  15 
mg/kg)  based  on  renal  function.  Methylpredni- 
solone  (1  gm  IV)  is  administered  on  induction  of 
anesthesia  and  again  after  termination  of  cardi- 
opulmonary bypass.  In  addition,  patients  receive 
RATG  (0.2  mg/kg  IV)  at  termination  of  cardi- 
opulmonary bypass  and  daily  for  five  to  seven 
days.  Methylprednisolone  (125  mg  IV)  is  contin- 
ued every  eight  hours  postoperatively  for  three 
doses.  AZA  (1.0  to  1.5  mg/kg)  is  continued  twice 
daily  beginning  on  the  first  postoperative  day. 
Beginning  on  the  second  postoperative  day, 
methylprednisolone  (100  mg  IV)  is  administered 
twice  daily  and  reduced  by  10  mg  every  other 
dose.  When  the  patient  can  take  oral  medica- 
tion, prednisone  replaces  the  methylpredniso- 
lone in  equivalent  dosages.  Beginning  on  post- 
operative day  10,  prednisone  is  reduced  by  1 mg 
every  other  dose  until  a maintenance  of  20  mg/ 
day  is  reached  at  three  weeks.  Cy  therapy  is  be- 
gun on  the  second  postoperative  day  with  a dos- 
age of  7 mg/kg.  Subsequent  Cy  dosage  is  adjust- 
ed to  maintain  Cy  through  serum  levels  between 


250  and  350  ng/ml  using  high  pressure  liquid 
chromotography  (HPLC)  assay  and  normal  blood 
urea  nitrogen  and  serum  creatinine  levels. 

Beginning  at  three  months,  the  Cy  dosage  is 
reduced  to  maintain  serum  Cy  levels  between  150 
and  250  ng/ml,  with  an  average  daily  dose  of  2 to 
4 mg/kg.  Also  beginning  at  three  months,  pred- 
nisone is  tapered  to  a dosage  of  5 mg/day.  The 
reduction  in  Cy  and  prednisone  dosage  is  made 
in  conjunction  with  the  results  of  the  EMB. 

AZA  is  adjusted  to  maintain  a leukocyte  count 
greater  than  4,000/cu  mm  and  a platelet  count 
greater  than  100,000/cu  mm. 

Daily  “pulses”  of  methylprednisolone  (500  to 
1,000  mg  IV)  are  given  for  three  days  to  treat 
rejection.  For  severe  rejection  or  if  rejection 
persists,  further  pulses  of  methylprednisolone  are 
administered  with  the  addition  of  RATG. 

Immunologic  monitoring  consists  of  absolute 
lymphocyte  counts,  lymphocyte  morphology  as 
prepared  by  buffy  coat  preparations,  T-lympho- 
cyte  subgroups  numeration,  and  EMB.  Treat- 
ment of  rejection  is  based  solely  on  the  EMB. 

EMB,  using  the  technique  described  by  Caves 
and  co-workers,4-5  is  performed  frequently  during 
the  first  three  months,  monthly  up  to  six  months, 
and  then  at  six-  to  eight-week  intervals.  At  12 
months,  patients  undergo  left  heart  catheteriza- 
tion, coronary  angiography,  and  right  ventricular 
biopsy  with  subsequent  EMB  performed  at  three- 
month  intervals.  Small  fragments  of  right  ven- 
tricular endocardium  are  stained  by  hematoxylin 


TABLE  2 

COMPLICATIONS 


Rejection  12 

Major  infection  8 

Minor  infection  15 

Hypertension  9 

Transient  psychosis  6 

Leukopenia  (wbc  <1 ,500)  5 

Arrhythmias 

Atrial  3 

Ventricular  1 

Seizure  1 

Diabetes  1 

Hyperkalemia  1 

Peptic  ulcer  disease  1 

Pneumothorax 

Spontaneous  2 

Iatrogenic  1 

? Lymphoma  1 
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and  eosin,  trichrome,  and  methylpyronine.  The 
diagnosis  of  rejection  is  according  to  the  criteria 
of  Billingham.* 1 2 3 4 5 6 

Results 

Of  the  11  patients  receiving  transplants,  eight 
are  alive  and  well  and  living  at  home,  having  sur- 
vived between  8 and  20  months;  three  have  died, 
one  from  donor  heart  failure  at  time  of  trans- 
plantation, one  from  accelerated  acute  rejection 
in  the  early  postoperative  period,  and  one  from 
acute  rejection  in  the  tenth  month  posttrans- 
plant. In  both  patients  who  died  of  acute  rejec- 
tion, treatment  for  rejection  was  instituted  but 
was  unsuccessful.  These  patients  rapidly  deterio- 
rated and  died  within  24  hours.  In  the  eight  re- 
maining patients,  there  have  been  five  episodes 
of  rejection  in  four  of  the  patients.  These  have 
responded  well  to  rejection  therapy. 

Complications  have  been  related  primarily  to 
allograft  rejection  and  immunosuppression  (Ta- 
ble 2).  The  complications  have  occurred  primar- 
ily in  the  early  posttransplant  period,  85%  of 
them  in  the  first  six  months.  The  majority  (52%) 
of  the  complications  were  either  rejection  or  in- 
fection. The  infections  are  summarized  in  Table 
3.  Over  half  of  the  eight  major  infections  were 
pulmonary  related.  Nine  of  the  15  minor  infec- 
tions were  mild  to  moderate  episodes  of  gas- 
troenteritis lasting  from  24  hours  to  four  to  five 
days.  All  patients  have  developed  Cy-related  di- 
astolic hypertension  at  three  to  four  months 
posttransplant.  This  has  been  managed  success- 
fully by  decreasing  Cy  dosage  and  administering 
afterload  reducing  agents  and  calcium  channel 
antagonists. 

The  quality  of  life  of  the  OHT  patients  has 
continued  to  improve.  All  surviving  patients  have 
returned  to  a near-normal  lifestyle;  five  patients 
have  undergone  recatheterization  after  one  year. 
End  diastolic  volume,  end  systolic  volume,  and 
subsequent  ejection  fraction  (EF)  calculation 
were  derived  using  a validated  computer  pro- 
gram for  left  ventricular  volume  measurement 


TABLE  3 

INFECTIONS 


Major 

Pneumocystis  pneumonia  3 

Tuberculosis  1 

Pneumonia  (unspecified)  1 

Herpes  zoster  1 

Urinary  tract  1 

Cytomegalovirus  + serology  1 

Minor 

Gastroenteritis  9 

Otitis  1 

Sinusitis  1 

Herpes  simplex  3 

Wound  infection  1 


based  on  Simpson’s  Rule.  All  have  demonstrated 
good  left  ventricular  performances  without  re- 
gional wall  abnormalities.  EF  have  ranged  be- 
tween 56%  and  76%.  No  significant  coronary  ar- 
tery disease  has  been  demonstrated. 

The  eight  surviving  OHT  patients  have  a cu- 
mulative follow-up  of  108  patient-months.  The 
duration  of  survival  ranges  from  8 to  20  months. 
The  actuarial  one-year  survival,7  excluding  per- 
ioperative mortality,  is  83.4%.  This  compares  fa- 
vorably with  the  June  1986  report  of  the  registry 
of  the  International  Society  for  Heart  Transplan- 
tation,8 which  showed  an  87.14%  one-year  sur- 
vival for  similar  patients.  r ^ 
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Special  Item 


Social  Security  Disability — 

A Greater  Role  for  Treating  Physicians 

DAVID  A.  ETTINGER 


Following  a recent  federal  court  order  in  a class 
action  lawsuit,  the  Social  Security  Administra- 
tion (SSA)  will  place  increased  reliance  on  treat- 
ing physicians,  rather  than  hired  consultants,  in 
determining  eligibility  for  disability  benefits.  In 
Samuels  v.  Bowen,  No.  82-2827  (W.D.  Tenn. 
8/20/86),  the  court  ordered  SSA  to  adopt  the  fol- 
lowing procedures:  (1)  SSA  must  ask  treating 
physicians  to  evaluate  a patient's  ability  to  sit, 
stand,  walk,  and  lift;  (2)  when  there  is  a conflict 
between  treating  and  consulting  physicians,  SSA 
must  give  greater  weight  to  the  opinions  of  treat- 
ing physicians  regarding  the  severity  of  an  im- 
pairment and  resulting  limitations,  as  long  as  the 
treating  physician  is  qualified  and  submits  sup- 
porting clinical  or  laboratory  findings;  and  (3) 
when  additional  tests  or  examinations  are  need- 
ed, SSA  must  attempt  to  purchase  those  services 
from  a treating  physician  before  sending  the  pa- 
tient to  a consultant.  As  a result  of  these  proce- 
dures, physicians  are  now  able  to  strongly  influ- 
ence disability  determinations  and  improve  the 
quality  of  those  determinations. 

SSA  has  two  standards  for  determining  disa- 
bility. First,  any  patient  who  has  an  impairment 
described  in  the  Social  Security  Listing  of  Im- 
pairments or  impairments  equal  in  severity  to  an 
analogous  described  impairment  will  be  found 
disabled.  The  Listing  of  Impairments  is  a docu- 
ment written  by  and  for  physicians.  Copies  can 
be  obtained  from  Professional  Relations,  Disa- 
bility Determination  Section,  P.O.  Box  775, 
Nashville,  TN  37202.  The  decision  that  a listed 
impairment  is  present  or  equaled  is  a purely 
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medical  decision,  and  does  not  take  into  consid- 
eration vocational  factors.  It  is  important  to  re- 
member that  many  patients  will  not  have  a listed 
impairment,  but  may  still  qualify  for  disability 
benefits. 

The  Samuels  decision  offers  physicians  the  op- 
portunity to  help  establish  the  presence  of  a list- 
ed impairment  in  two  ways.  First,  many  of  the 
listings  involve  subjective  judgment.  Several  of 
the  cardiac  listings,  for  example,  require  the 
presence  of  angina.  In  the  past,  consulting  phy- 
sicians have  frequently  concluded,  based  on  a 
single  examination  or  a review  of  records  with  no 
examination,  that  a patient’s  chest  pain  is  not 
“typical'’  of  angina.  In  the  future,  the  treating 
physician’s  opinion,  consistent  with  medical  find- 
ings, should  be  readily  accepted  by  SSA.  Sec- 
ond, many  listings  depend  on  specific  test  re- 
sults. The  respiratory  listings  often  depend  upon 
pulmonary  function  studies.  Results  obtained  by 
hired  consultants  are  frequently  invalid  because 
the  patient  failed  to  understand  instructions  or 
expend  adequate  effort.  It  is  likely  that  these 
problems  will  be  significantly  reduced  when  the 
testing  is  performed  by  a treating  physician. 

The  second  disability  standard  depends  upon 
the  patient’s  age,  education,  work  history,  and, 
most  importantly,  remaining  capacity  to  work.  A 
patient  will  be  found  disabled  if,  as  a result  of  an 
impairment,  he  can  no  longer  perform  past  work 
and  cannot,  after  considering  vocational  factors, 
learn  a significant  number  of  less  demanding  jobs 
within  his  remaining  capacity.  For  example,  a 55- 
year-old  patient  with  a high  school  education  and 
past  work  as  a laborer  will  be  found  disabled  if 
he  cannot  lift  25  pounds  frequently  and  up  to  50 
pounds  occasionally. 

Under  the  Samuels  order,  SSA  will  now  ask 
treating  physicians  to  assess  a patient’s  remaining 
ability  to  perform  work  functions.  (SSA  will  send 
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an  assessment  form  that  calls  for  a time-consum- 
ing narrative  response.  I will  provide  a simple 
check  off  form  to  physicians  upon  request.)  That 
assessment,  if  supported  by  clinical  or  laboratory 
findings,  should  be  accepted  by  SSA.  In  many 
cases,  the  determination  of  disability  will  depend 
exclusively  on  whether  the  patient  can  stand  or 
walk  six  hours  during  an  eight-hour  day  or  on 
the  maximum  weight  a patient  can  lift  or  carry 
occasionally  and  frequently.  These  assessments 
are  inherently  difficult.  The  court  order  recog- 
nizes that  a treating  physician  is  better  able  to 
make  an  accurate  assessment  than  a consultant 
who  has  never  examined  the  patient  or  has  per- 
formed just  a single  examination. 

The  effect  of  the  Samuels  order  on  the  quality 

of  disability  determinations  will  depend  largely 
on  the  response  of  physicians.  Many  physicians 
have  become  discouraged  with  the  disability 
process  and  provide  minimal  response  to  re- 
quests for  information  about  their  patients.  A 
conclusory  statement  that  a patient  is  “disabled” 
will  continue  to  carry  little  weight  and  merely 
create  false  hopes  for  the  patient.  Physicians  who 
decline  to  perform  necessary  examinations  or  tests 
at  SSA  expense  will  continue  to  have  their  pa- 
tients evaluated  by  one-time  consultants.  On  the 
other  hand,  physicians  who  submit  detailed  re- 
ports, based  on  treatment  records  or  additional 
testing  at  SSA  expense,  establishing  the  severity 
of  a patient’s  impairment  and  limitations  should 
see  a marked  improvement  in  the  quality  of  dis- 
ability determinations.  (Errors  will  still  occur. 
Patients  can  be  referred  to  the  nearest  legal  ser- 
vices office  for  help  with  an  appeal.  The  address 
and  telephone  number  can  be  obtained  by  calling 
615-242-0438.) 

Not  every  patient  who  applies  for  disability 
benefits  will  meet  the  stringent  disability  stand- 
ards. For  those  who  do,  a favorable  decision 
without  lengthy  appeals  can  mean  the  difference 
between  indigency  and  a subsistence  income.  An 
award  of  disability  benefits  may  also  result  in  el- 
igibility for  Medicare  or  Medicaid,  increasing  the 
patient’s  ability  to  complete  a course  of  treat- 
ment. 

The  court  order  in  Samuels  v.  Bowen  offers 
physicians  an  opportunity  and  a challenge.  The 
opportunity  is  to  assist  disabled  patients  to  qual- 
ify for  Social  Security  insurance  benefits.  The 
challenge  is  to  provide  high  quality  information 
that  vindicates  the  court  ordered  preference  for 
evidence  from  a treating  physician.  I T-7 
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increased  risk  of  congenital  malformations 
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if  they  intend  to  or  do  become  pregnant. 
Precautions:  In  the  elderly  and  debilitated,  and  in 
children  over  six  limit  to  smallest  effective  dosage 
(initially  10  mg  or  less  per  day)  to  preclude  ataxia  or 
oversedation,  increasing  gradually  as  needed  and 
tolerated.  Not  recommended  in  children  under  six. 

- Though  generally  not  recommended,  if  combina- 
tion therapy  with  other  psychotropics  seems  indi- 
cated, carefully  consider  individual  pharmacologic 
effects,  particularly  in  use  of  potentiating  drugs  such 
as  MAO  inhibitors  and  phenothiazines.  Observe 
usual  precautions  in  presence  of  impaired  renal  or 
hepatic  function.  Paradoxical  reactions  (e.g„  excite- 
ment, stimulation  and  acute  rage)  have  been 
reported  in  psychiatric  patients  and  hyperactive 
aggressive  children.  Employ  usual  precautions  in 
treatment  of  anxiety  states  with  evidence  of 
impending  depression;  suicidal  tendencies  may  be 
present  and  protective  measures  necessary.  Vari- 
able effects  on  blood  coagulation  have  been 
reported  very  rarely  in  patients  receiving  the  drug 
and  oral  anticoagulants;  causal  relationship  has  not 
been  established  clinically.  Due  to  isolated  reports 
of  exacerbation,  use  with  caution  in  patients  with 
porphyria. 

Adverse  Reactions:  Drowsiness,  ataxia  and  confu- 
sion may  occur,  especially  in  the  elderly  and  debili- 
tated. These  are  reversible  in  most  instances  by 
proper  dosage  adjustment,  but  are  also  occasion- 
ally observed  at  the  lower  dosage  ranges.  In  a few 
instances  syncope  has  been  reported.  Also 
encountered  are  isolated  instances  of  skin  eruptions, 
edema,  minor  menstrual  irregularities,  nausea  and 
constipation,  extrapyramidal  symptoms,  increased 
and  decreased  libido— all  infrequent  and  generally 
controlled  with  dosage  reduction;  changes  in  EEG 
patterns  (low-voltage  fast  activity)  may  appear 
during  and  after  treatment;  blood  dyscrasias 
(including  agranulocytosis),  jaundice  and  hepatic 
dysfunction  have  been  reported  occasionally, 
making  periodic  blood  counts  and  liver  function 
tests  advisable  during  protracted  therapy. 

Usual  Daily  Dosage:  Individualize  for  maximum 
beneficial  effects.  Oral-Adults : Mild  and  moderate 
anxiety  disorders  and  symptoms,  5 or  10  mg  t.i.d.  or 
q.i.d.;  severe  states,  20  or  25  mg  t.ld.  or  q.i.d.  Geriatric 
patients:  5 mg  b.i.d.  to  q.i.d.  (See  Precautions.) 
Supplied:  Librium®  (chlordiazepoxide  HCI/Roche) 
Capsules,  5 mg,  10  mg  and  25  mg— bottles  of  100 
and  500;  Tel-E-Dose®  packages  of  100,  available  in 
boxes  of  4 reverse-numbered  cards  of  25,  and  in 
boxes  containing  10  strips  of  10.  Libritabs®  (chlor- 
diazepoxide/Roche)  Tablets,  5 mg  and  10  mg— bottles 
of  100  and  500;  25  mg— bottles  of  100,  With  respect 
to  clinical  activity,  capsules  and  tablets  are  indistin- 
guishable. PI.  0286 
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Medical  Grand  Rounds 


Siriasis 

CHARLES  E.  KOSSMANN,  M.D.,  Editor 


STEVEN  K.  SOUTHER,  M.D. 

(Resident  Physician) 

A 64-year-old  black  woman  was  brought  to  the  emer- 
gency room  of  THE  MED  after  family  members  living  in  an 
adjoining  apartment  heard  her  fall.  They  found  her  lying  on 
the  floor,  awake  but  disoriented,  lethargic,  and  unable  to  talk. 
Her  apartment  was  noted  to  be  warm  and  humid  but  not 
excessively  hot  even  though  all  windows  were  closed.  In  the 
five  days  before  admission  the  atmospheric  temperature  had 
been  unusually  high  for  the  time  of  the  year  (early  June  1985), 
varying  from  a maximum  of  95°F  to  97°F  to  a minimum  of 
75°F  to  77°F.  There  was  no  history  of  recent  physical  exertion 
or  recent  illnesses  other  than  a mild  productive  cough  for  a 
few  days.  Although  she  had  a history  of  regular,  heavy  ethanol 
use,  she  had  not  imbibed  during  the  preceding  48  hours.  Her 
only  medication  was  an  antitussive  (Robitussin).  The  recent 
cough,  productive  of  whitish  sputum,  was  not  accompanied 
by  fever,  chills,  or  chest  pain.  An  occipital  headache  associ- 
ated with  a feeling  of  profound  fatigue  and  light-headedness 
had  begun  one  day  before  admission. 

There  was  no  history  of  previous  chronic  illness  or  admis- 
sion to  a hospital.  A 20-year  history  of  ethanol  use  consisted 
primarily  of  “binge”  drinking  of  1 to  2 pints  of  whiskey  per 
week;  she  had  smoked  a pack  of  cigarettes  daily  for  30  years. 

Her  rectal  temperature  was  107. 2°F  (41.7°C),  heart  rate 
136/min  and  regular,  respiratory  rate  32/min  and  regular,  blood 
pressure  140/40  mm  Hg  in  both  arms,  and  unchanged  with 
body  position.  She  was  morbidly  obese,  lethargic  but  easily 
arousable,  and  oriented  only  to  person  and  place.  The  skin 
was  extremely  hot  and  dry  but  with  good  turgor.  There  were 
no  purpuric  or  petechial  hemorrhages.  The  pupils  were  equal, 
round  and  reactive  to  light.  There  was  no  episcleritis  but  sev- 
eral small  conjunctival  hemorrhages  were  present  bilaterally; 
the  fundi  were  benign.  Mucous  membranes  of  the  mouth  and 
throat  were  moist.  The  jugular  veins  were  not  distended.  Some 
atelectatic  pulmonary  rales  were  cleared  partially  with  cough. 
Except  for  a hyperdynamic  apex  and  rapid  rate,  the  heart 
was  negative.  Peripheral  pulses  were  bounding.  The  bowel 
sounds  were  hypoactive.  Examination  of  the  genitourinary 
tract,  rectum,  and  extremities  was  unremarkable.  Neurologi- 
cally,  there  was  general  lethargy,  mild  confusion,  and  mild 
generalized  motor  weakness.  Deep  tendon  reflexes  were 
slightly  but  symmetrically  depressed  in  both  the  upper  and 
lower  extremities.  The  cranial  nerves,  sensory  sensation,  and 
cerebellar  function  were  normal;  there  was  no  Babinski  sign. 

The  hematocrit  was  39.7%  with  a mean  corpuscular  vol- 
ume of  97.7  cu  pm/cell.  The  phase  platelet  count  was  152,000/ 
cu  mm.  The  white  blood  cell  count  was  6,500/cu  mm,  with 
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1%  band  forms,  70%  segmented  neutrophils,  and  25%  lym- 
phocytes; there  were  4%  monocytes.  The  urine  was  abnormal 
only  for  the  presence  of  2+  bilirubin.  Electrolytes  in  mEq/L 
were:  sodium  138,  potassium  4,  chloride  101,  and  bicarbonate 
22.  The  serum  BUN  was  19  mg/dl,  creatinine  2.5  mg/dl,  and 
glucose  169  mg/dl.  The  thoracic  roentgenogram  revealed  a 
normal  cardiac  silhouette  and  left  basilar  atelectasis.  Except 
for  sinus  tachycardia  the  electrocardiogram  was  normal.  Ar- 
terial blood  gases  on  room  air  corrected  for  temperature 
showed  a pH  of  7.45,  Pco2  of  25  mm  Hg,  Po2  of  62  mm  Hg 
(86%  saturation),  and  a bicarbonate  of  17  mEq/L. 

The  patient  was  initially  treated  in  the  emergency  room 
with  cold  water  sponging  and  application  of  ice  packs  to  the 
groin  and  both  axillae.  This  resulted  in  reduction  of  the  rectal 
temperature  to  101. 3°F  (38.5°C)  within  90  minutes.  Then, 
following  transfer  to  the  intensive  care  unit,  she  became  tran- 
siently hypotensive  with  a systolic  blood  pressure  of  approx- 
imately 80  mm  Hg.  This  responded  well  to  crystalloid  infu- 
sion, and  did  not  recur. 

Serial  liver  function  tests  showed  an  increase  in  the  serum 
SGOT  from  63  to  162  U/L,  the  SGPT  from  36  to  64  U/L, 
and  the  LDH  from  259  to  361  U/L.  Although  mild  diffuse 
muscle  tenderness  and  a rise  in  the  serum  CK  to  1,335  U/L 
occurred,  the  urine  myoglobin  was  found  to  be  negative  on 
two  successive  determinations.  The  CK  MB  fraction  rose  to 
a maximum  of  11.4  U/L  at  a time  when  the  total  CK  was 
1,335  U/L  but  serial  electrocardiograms  remained  unchanged 
except  for  resolution  of  the  initial  tachycardia.  A diffuse  in- 
travascular coagulation  (DIC)  profile  showed  a mild  prolon- 
gation of  the  prothrombin  time  to  13.4  seconds,  fibrin-split 
products  greater  than  40  mEq/dl,  and  a fibrinogen  of  203  mg/ 
dl  (normal  200  to  400  mg/dl)  with  a slight  decline  in  the  plate- 
let count  to  135,000/cu  mm.  Protamine  sulfate  determination 
was  negative  and  the  peripheral  smear  showed  no  evidence 
of  hemolysis. 

The  hospital  course  was  complicated  by  the  development 
of  a left  lower  lobe  pneumonia  which  was  treated  successfully 
with  intravenous  antibiotics.  Following  resolution  of  the 
pneumonia  the  patient  was  discharged  home  two  weeks  after 
admission  in  good  condition. 

Final  Diagnosis:  Heat  stroke;  left  lower  lobe  pneumonia. 

MICHAEL  L.  ISAACSON,  M.D. 

(Asst.  Prof,  of  Medicine,  Emergency  Medicine) 

In  the  nebula  Orion  can  be  found  the  star  Sir- 
ius, the  brightest  in  the  heavens,  located  in  the 
constellation  Canis  Major.  The  word  Sirius,  from 
the  Greek,  means  the  scorcher.  Hence  “take  heed 
of  Caesar  and  his  perspiring  legions  and  beware 
of  the  season  when  Sirius,  the  Dog  Star,  rises 
shortly  before  the  sun.”1  Thus  from  earliest  bib- 
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lical  times  comes  the  expression  “the  dog  days  of 
July  and  August,”  when  Sirius,  the  dog  star, 
arises  with  the  sun. 

Siriasis,  a disease  produced  by  the  heat  of  the 
sun,  is  better  known  as  sun  stroke.  Impressive 
throughout  history  has  been  the  magnitude  of 
heat-related  deaths  during  particularly  oppres- 
sive heat  waves.  One  such  episode  occurred  in 
Peking  in  July  of  1743  when  11,000  people  were 
reported  to  have  perished.2-3  While  this  number 
is  indeed  devastating,  close  to  4,000  heat-related 
deaths  still  occur  every  year  in  certain  humid 
portions  of  the  United  States.4-5  In  terms  of  mor- 
tality, heat  stroke  is  not  a major  problem  com- 
pared to  automobile  accidents,  heart  disease,  or 
cancer,  but  as  a preventable  disorder,  it  is  a sig- 
nificant health  problem  with  an  unacceptably  high 
yearly  mortality  rate.6 

Pathophysiology 

In  discussing  the  pathophysiology  of  heat  ill- 
ness, it  is  important  to  recall  that  the  body  tem- 
perature is  determined  by  three  factors:  environ- 
mental temperature,  body  production  of  heat,  and 
dissipation  of  heat  from  the  body.  At  95°F  (35°C) 
as  much  as  150  kcal/hr  can  be  absorbed  by  the 
body  from  direct  sunlight.5-"  Heat  production  is 
the  result  of  two  factors:  basal  metabolism,  rang- 
ing from  65  to  85  kcal/hr.  and  energy  metabo- 
lism. or  work,  ranging  from  mild  work  at  300  kcal/ 
hr  to  strenuous  work  at  900  kcal/hr. ~s  The  heat 
generated  is  dissipated  by  conduction — molecu- 
lar transport  of  heat  from  the  skin  to  the  envi- 
ronment; convection — heat  from  the  body  core 
moved  by  blood  to  the  skin  where  it  is  then  re- 
duced by  cool  air;  radiation — heat  transferred  by 
electromagnetic  waves  to  the  surrounding  envi- 
ronment; and,  finally,  evaporation — sweat  va- 
porized to  act  as  a coolant.8  These  multiple  ef- 
fects can  by  simplified  by  this  equation1: 

Core  body  temperature  = metabolism  ± radiation 

± conduction  ± convection  + work  - evaporation 

When  ambient  temperature  exceeds  body 
temperature,  conduction,  convection,  and  radia- 
tion no  longer  aid  the  body  in  dissipating  heat. 
In  fact,  they  can  quite  often  contribute  to  the  heat 
gain.  Sweating  is  left  as  the  only  mechanism  of 
heat  dissipation  and  if  the  humidity  is  high,  as  it 
often  is  in  Memphis,  this  mechanism  can  be  im- 
paired as  well.  Maximum  sweating  in  an  un- 
trained individual  accounts  for  approximately  650 
kcal/hr  loss  of  heat.3  Such  an  individual  exercis- 
ing in  a hot  environment  may  not  be  able  to  keep 


up  with  the  pace  of  heat  production  without 
gaining  heat.  As  the  core  temperature  increases, 
the  hypothalamic  thermoregulatory  center  is 
stimulated  by  the  increased  temperature  of  the 
perfusing  blood  and  by  sensory  input  from  pe- 
ripheral thermoreceptors.  As  a result,  compen- 
satory cooling  mechanisms  are  initiated,  shiver- 
ing is  inhibited,  sweating  occurs,  cutaneous 
vasodilation  occurs  and  local  cord  reflexes  are 
activated.2-9 

In  discussing  the  pathophysiology  of  heat  ill- 
ness, it  is  necessary  to  include  a discussion  of  ac- 
climatization, preferably  designated  acclimation. 
Two  basic  physiologic  responses  are  involved. 
One  is  decreased  heat  production,  the  other  is 
increased  heat  dissipation.  A significant  level  of 
acclimation  can  be  acquired  in  10  to  20  days  with 
only  short  daily  periods  of  exposure  to  the  heat. 
However,  more  often  the  process  takes  as  long 
as  two  months.10 

There  are  five  basic  adaptations  that  occur 
during  acclimation.  Metabolic  efficiency  is  en- 
hanced. Skeletal  muscle  glycogen  stores  increase 
as  do  the  number  of  mitochondria  in  cardiac  and 
skeletal  muscle.  This  is  important  because  more 
aerobic  than  anaerobic  metabolism  is  occurring. 
The  former  is  approximately  20  times  more  effi- 
cient, producing  more  ATP  with  less  heat. 
Sweating  is  initiated  at  a lower  level  of  core  tem- 
perature with  an  increased  rate  of  sweating  from 
approximately  1.5  L/hr  in  an  untrained  individu- 
al to  as  high  as  2.5  to  3.0  L/hr  in  an  acclimated 
person.  Myocardial  efficiency  is  improved,  max- 
imum cardiac  output  and  stroke  volume  are  in- 
creased. and  peak  heart  rate  is  decreased.  Con- 
servation of  sodium  by  the  kidneys  and  sweat 
glands  occurs  through  an  increased  secretion  of 
aldosterone.  In  unacclimated  individuals,  there 
may  be  as  much  as  30  to  50  mEq  of  sodium  lost 
per  liter  of  sweat,  whereas  in  acclimated  individ- 
uals this  drops  to  as  little  as  2 to  5 mEq  L.  Plas- 
ma and  extracellular  fluid  volumes  increase,  thus 
altering  cutaneous  circulation  and  heat  dissipa- 
tion ascribable  to  three  factors:  increased  activity 
of  the  renin-angiotensin-aldosterone  system,  in- 
creased sodium  and  water  retention,  and  in- 
creased antidiuretic  hormone  production  with 
expansion  of  body  water,  in  some  acclimated  in- 
dividuals by  as  much  as  7%. 

There  is  one  deterimental  effect  of  the  accli- 
mation process  that  can  be  instrumental  in  the 
development  of  heat  stroke  at  times,  namely  loss 
of  potassium.  It  occurs  during  the  early  phases  of 
acclimation  as  a result  of  losses  in  the  sweat  and 
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urine  of  potassium  due  to  increased  aldosterone 
secretion.  An  average  deficit  of  517  mEq  of  po- 
tassium has  been  recorded  in  untrained  military 
recruits  undergoing  intense  physical  conditioning 
in  hot  areas.  This  trend,  however,  is  usually  cor- 
rected by  the  end  of  the  acclimation  period.2  3’8 

Clinical  Spectrum 

There  is  a spectrum  of  heat  illness  that  ranges 
from  heat  edema  to  heat  stroke.  The  latter,  with 
several  subsets,  is  a major  illness  with  a high 
mortality. 

Heat  edema  consists  of  minimal  swelling  of  the 
feet  and  ankles.  It  is  ascribed  to  vasodilation  of 
the  cutaneous  and  muscular  vessels  with  capillary 
leakage  into  the  interstitium  of  the  lower  extrem- 
ities. The  treatment  consists  of  skillful  neglect 
with  avoidance  of  overly  vigorous  diagnostic  and 
therapeutic  intervention.  Simple  elevation  of  the 
extremities  and  use  of  support  hose  will  suffice, 
with  subsidence  of  the  edema  as  acclimation  pro- 
gresses.10-11 

Heat  syncope  appears  to  be  a variant  of  vaso- 
vagal syncope,  and  is  initiated  by  arteriolar  dila- 
tation. The  vagal  release  results  in  compensatory 
tachycardia.  The  syndrome  can  be  made  worse 
by  the  volume  loss  secondary  to  sweating.  The 
treatment  is  to  rule  out  other  causes  of  syncope, 
with  volume  replacement  if  necessary.  Prolonged 
standing  must  be  avoided  and  prophylactic  meas- 
ures promptly  instituted  if  prodromal  symptoms 
appear.1011 

Heat  cramps  are  acute  muscle  cramps.  They 
are  excruciating  at  times  and  quite  often  seen 
even  in  the  well-trained,  acclimated  individual. 
This  syndrome  results  from  excessive  loss  of 
sweat,  and  even  though  sodium  conservation 
mechanisms  are  operating,  the  higher  volume  of 


TABLE  1* 

SODIUM  AND  POTASSIUM  CONTENT  OF 
COMMON  REPLACEMENT  FLUIDS 


Sodium 

Potassium 

Calories 

Liquid 

(mEq/L) 

(mEq/L) 

(per  8 oz) 

Cola 

6 

<1 

110 

Orange  Juice 

<1 

43 

108 

Tea  (plain) 

1 

1 

2 

Beer 

1 

4.7 

114 

Sportade 

27 

14-20 

90 

Gatorade 

21 

3 

40 

‘From  O’Donnell13  with  permission. 
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fluid  loss  results  in  depletion  of  the  serum  cat- 
ions or  even  the  total  body  stores.  It  is  believed 
to  be  due  to  secondary  involvement  of  the  cal- 
cium-dependent relaxation  mechanisms  of  skele- 
tal muscle.  Rest,  a cool  environment,  salt  re- 
placement, and  possibly  massage  are  standard 
therapy.  No  significant  muscle  injury  has  been 
described  as  due  to  heat  cramps  alone.  Table  1 
lists  some  common  replacement  fluids  used  for 
prevention  and  treatment  of  heat  cramps.  The 
two  on  the  bottom,  Sportade  and  Gatorade,  are 
the  two  that  have  the  most  sodium.  Sportade, 
with  a greater  content  of  potassium,  may  be  the 
best  one  in  the  early  days  of  acclimation  when 
there  are  high  losses  of  that  cation.12’61214 

Heat  exhaustion  may  be  of  two  types:  predom- 
inantly water  depletion  or  predominantly  salt  de- 
pletion. The  water  depletion  form  occurs  when 
the  water  supply  is  limited  or  unavailable.  It  can 
be  seen  in  such  diverse  groups  as  soldiers  or  la- 
borers in  a hot  environment  and  in  infants  and 
feeble  adults  who  cannot  express  their  desire  for 
water.  Symptoms  are  intense  thirst,  weakness, 
marked  CNS  dysfunction — athetoses,  tetany, 
muscular  incoordination  and  sometimes  frank 
psychosis,  which  can  make  it  difficult  to  differ- 
entiate from  heat  stroke.3  The  treatment  is  to 
move  the  patient  to  a cool  environment,  remove 
the  clothing,  and  administer  isotonic  intravenous 
(IV)  solution.613 

The  predominantly  salt  depletion  type  usually 
occurs  in  a different  setting,  similar  to  what  is 
encountered  in  heat-stressed  subjects  before  ac- 
climation. There  are  large  volumes  of  thermal 
sweat,  with  adequate  intake  of  water  but  not  of 
salt.  The  symptoms  are  similar  to  those  encoun- 
tered with  heat  stress  in  an  unacclimated  individ- 
ual but  with  the  addition  of  nausea,  vomiting, 
diarrhea  and  skeletal  muscle  cramps  as  well.  The 
patient  looks  sick,  appears  haggard  and  pallid, 
and  displays  clammy  skin  with  poor  turgor.  The 
treatment  is  to  remove  him  from  the  hot  envi- 
ronment, remove  all  clothes,  and  give  IV  fluids. 
The  fluid  used  is  usually  isotonic,  but  sometimes 
if  the  sodium  depletion  is  extreme,  it  may  be 
necessary  to  use  hypertonic  solutions  such  as  3% 
sodium  chloride.3 

Heat  stroke  by  definition  is  characterized  by 
two  features — an  elevation  of  the  core  tempera- 
ture to  greater  than  105. 8°F  (41°C)  and  severe 
CNS  dysfunction.  Anhidrosis,  the  lack  of  sweat- 
ing, may  or  may  not  be  present.6  In  heat  stroke 
the  thermoregulatory  center  is  overwhelmed  by 
a devastating  rapid  rise  in  core  temperature. 
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Subsequently  the  entire  system  falters.1  The  es- 
sential morbidity  appears  to  be  of  two  types — 
one  is  cellular  damage  by  direct  thermal  injury, 
with  denaturation  and  activation  of  enzymes,  de- 
struction of  cellular  membranes,  and  alteration 
of  chemical  bonds;  the  other  is  cellular  hypoxia 
due  not  only  to  increased  metabolic  demands  but 
also  to  circulatory  insufficiency.  It  usually  is  not 
difficult  to  diagnose.  However,  since  sweating 
may  be  present  and  sufficient  cooling  may  have 
occurred  before  the  patient  is  seen,  the  hyper- 
pyrexia may  have  abated  so  that  a high  index  of 
suspicion  of  the  syndrome  is  required.  Basically, 
any  person  who  loses  consciousness  under  con- 
ditions of  heat  stress  is  suspect.6 

The  differential  diagnosis  of  heat  stroke  is  wide 
and  includes  almost  anything  that  can  cause  high 
fever.  Of  particular  note  are  anticholinergic  syn- 
dromes from  toxic  doses  of  drugs  such  as  atro- 
pine, salicylates,  phencyclidene  (angel  dust),  and 
amphetamines. 

Symptoms  of  heat  stroke  are  many.  An  al- 
tered mental  status  is  characteristic — agitation, 
psychosis,  confusion,  coma.  Cerebellar  dysfunc- 
tion, ataxia,  and  dysarthria  may  predominate. 
Motor  deficits  are  common — hemiparesis,  quad- 
riparesis  and  sometimes  peripheral  neuropathy. 
Other  neurologic  findings  indicating  CNS  dam- 
age include  fixed  dilated  pupils,  and  decerebrate 
or  decorticate  posturing.  There  can  be  anhidros- 
is, tachycardia,  hyperventilation,  hypotension, 
and  sometimes  jaundice.6  It  has  been  demon- 
strated that  loss  of  consciousness  can  occur  with 
few  other  symptoms  in  71%  of  patients  with  heat 
stroke.15 

Classes  of  Heat  Stroke:  There  are  two  types  of 
heat  stroke,  classic  or  sedentary,  and  exertional. 
The  classic  form  typically  occurs  in  epidemics 
during  heat  waves  and  affects  primarily  the  el- 
derly and  infirm.  In  most  series,  the  average  age 
is  70  years  and  older.  Most  of  the  patients  have 
underlying  chronic  disorders  such  as  heart  fail- 
ure, diabetes  mellitus,  or  chronic  alcoholism,  and 
many  are  taking  medications  such  as  diuretics, 
anticholinergics,  or  phenothiazines.12  These  epi- 
demics are  likely  to  occur  in  large  cities,  which 
include  clusters  of  urban  dwellings  that  have  been 
appropriately  termed,  ‘lheat  islands.”16  One  study 
from  Kansas  City  during  the  heat  wave  in  1980 
demonstrated  that  a rise  in  cases  of  heat  stroke 
does  not  occur  until  about  the  fifth  day  of  abnor- 
mally high  temperatures  (as  in  today’s  case);  the 
peak  prevalence  is  usually  around  the  14th  day.17 


Discussing  the  cause  is  basically  a matter  of  con- 
sidering fluid  loss,  usually  in  the  elderly,  with  a 
heart  and  circulatory  system  that  cannot  com- 
pensate for  the  fluid  loss  and  the  increased  met- 
abolic demand.  The  result  is  a rapid  rise  in  tem- 
perature. Usually  there  is  a prodromal  period 
characterized  by  nausea,  vomiting,  muscle 
cramps,  headache,  weakness,  and  confusion. 

Exertional  heat  stroke  is  usually  seen  in  sol- 
diers, athletes,  and  those  who  must  make  enor- 
mous metabolic  demands  on  their  muscles  in  a 
hot  environment.  The  precipitating  factor  is  rap- 
id, strenuous  muscular  exercise.  An  often  asso- 
ciated precipitant  is  hypokalemia.12  Symptoms  are 
as  above,  but  sweating  occurs  in  more  than  50% 
of  individuals  with  exertional  heat  stroke.3 

With  regard  to  laboratory  manifestations,  ser- 
um sodium  is  variable,  potassium  is  low,  and  cal- 
cium. magnesium  and  phosphorus  are  usually  low. 
On  the  other  hand,  hypercalcemia  in  certain  in- 
dividuals may  occur  in  about  the  second  week  of 
the  syndrome.18  Glucose  is  variable,  and  the  BUN 
usually  goes  up,  as  does  the  serum  uric  acid. 
There  are  marked  serum  enzyme  elevations  from 
the  heart,  liver,  muscle  and  kidneys;  quite  often 
the  serum  amylase  will  go  up  as  well.  Usually 
there  is  a metabolic  acidosis,  but  respiratory  al- 
kalosis is  not  uncommon.  The  hematocrit  is  var- 
iable; leukocyte  counts  can  range  from  20,000/cu 
mm  to  50,000/cu  mm.  The  coagulation  system  is 
greatly  disturbed.  Urinary  casts,  both  red  cell  and 
white  cell,  and  proteinuria  are  also  seen.611 

The  arterial  blood  gases  may  be  abnormal,  but 
it  is  most  important  that  the  values  reported  be 
corrected  for  temperature.  This  should  be  done 
for  anybody  with  fever  but  particularly  for  pa- 
tients with  the  hyperthermia  of  heat  stroke.  For 
every  one  degree  rise  of  temperature  of  the  blood 
there  is  an  increased  consumption  of  02  and  pro- 
duction of  Co2  by  6.0%  and  4.4%  respectively, 
while  the  pH  will  fall  by  about  0.147%. 19  Thus, 
a patient  may  initially  have  what  appears  to  be  a 
respiratory  alkalosis  with  hypoxemia,  but  when  a 
correction  is  made  for  temperature,  there  is  ac- 
tually a metabolic  acidosis  without  hypoxemia.20 

To  expand  on  the  potential  role  of  potassium 
deficiency  requires  consideration  of  three  fac- 
tors. A depleted  body  potassium  tends  to  render 
skeletal  muscles  more  susceptible  to  injury.  This 
is  believed  to  be  due  to  the  fact  that  potassium 
is  a potent  vasodilator.  Without  this  vasodilation 
in  the  face  of  a high  oxygen  demand,  ischemia 
and  necrosis  may  occur.  Potassium  deficiency 
impairs  glycogenesis,  a process  necessary  for  heat- 
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stressed  muscle  in  an  acclimated  state.  Hypoka- 
lemia can  cause  postural  hypotension.  The  mech- 
anism is  not  certain  but  is  thought  to  be  a rela- 
tive unresponsiveness  to  the  vasoconstrictive 
action  of  catecholamines.3 

Physical  Examination.  All  of  the  findings  pre- 
viously mentioned  in  heat  exhaustion  can  be  seen 
with  heat  stroke,  to  which  is  to  be  added  decer- 
ebrate and  decorticate  posturing.  As  stated  by 
Hamilton,  “it  does  not  take  long  either  to  boil 
an  egg  or  to  cook  neurons.”21  Even  with  mani- 
festations of  cerebral  dysfunction  many  patients 
will  recover  completely.  Seizures  are  common.  In 
one  series  of  158  people,  60  demonstrated  focal 
or  generalized  seizure  activity.22  The  spinal  fluid, 
though  usually  normal,  can  contain  blood  and 
sometimes  an  increase  in  protein.  The  pathologic 
causes  of  the  clinical  findings  are  edema  of  the 
brain  and  leptomeninges,  with  punctate  hemor- 
rhages, degeneration  of  cells,  chromatolysis,  and 
swollen  dendrites.  The  Purkinje  cells  may  show 
pyknotic  nuclei  especially  in  the  cerebellum.15 

Cardiovascular  Aspects  of  Heat  Stroke:  Survival 
of  the  patient  with  heat  stroke  depends  upon  an 
adequate  response  of  the  heart.  The  cardiac  output 
may  have  to  increase  to  6 L/min/sq  m in  order  to 
meet  the  body’s  elevated  demands,  particularly  of 
the  skin  and  muscles.23  With  exertion  there  is  in 
addition  the  factor  of  exercise  hyperemia.  Muscu- 
lar work  can  shunt  as  much  as  4 L/min  of  blood  to 
the  muscles.  There  may  also  be  a substantial  loss 
of  plasma  volume  into  the  muscle  cells  during  this 
process.  As  the  muscles’  major  fuel  is  glycogen, 
with  glycolysis  water  moves  from  the  plasma  into 
the  cells;  as  much  as  10%  of  the  arterial  volume 
flowing  to  the  muscle  may  become  intracellular.3 
To  summarize,  the  increased  plasma  flow  to  the 
muscles  and  skin  with  fluid  loss  through  sweat  and 
transfer  into  cells,  even  if  partially  counteracted  by 
a decrease  of  hepatic  flow  by  15%  to  60%  and 
increased  generalized  splanchnic  vasoconstriction, 
can  cause  a net  deficit  in  plasma  volume  requiring 
a compensating  increase  in  cardiac  output  of  up  to 
125%.  The  clinical  result  is  a hyperdynamic  cardi- 
ovascular system  with  a bounding  precordium  and 
pulses  and  a wide  pulse  pressure.  These  features 
can  persist  for  hours  after  the  patient  has  been 
cooled  back  to  normal. 

High  output  cardiac  failure  or  cardiogenic 
shock  can  occur  as  complications.  Three  mecha- 
nisms have  been  proposed  to  explain  these  po- 
tentialities: hemorrhage  (see  below)  with  result- 
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ant  impaired  myocardial  function;  myocardial 
degeneration  due  to  direct  thermal  injury  and 
myocardial  hypoxia;  elevation  of  pulmonary  vas- 
cular resistance  of  unknown  cause.3’5’623  Gold24 
exposed  normal  human  volunteers  to  extremes  of 
heat  and  demonstrated  that  as  heat  storage  rose 
and  produced  a hyperkinetic  circulation,  the  mean 
venous  pressure  rose  from  40  mm  H20  to  as  high 
as  200  mm  H20.  He  postulated  that  circulatory 
collapse  was  the  result  of  high  output  cardiac 
failure,  and  that  sweating  ceased  due  to  the  in- 
creased mean  venous  pressure. 

Sometimes  there  are  slight  plasma  elevations 
of  the  MB  fraction  of  the  CK  enzyme  without 
other  evidence  of  cardiac  damage.  Electrocardi- 
ograms can  show  sinus  tachycardia,  nondiagnos- 
tic abnormalities  of  ST  and  T,  and  some  prolon- 
gation of  the  QT  interval.1124 

At  necropsy  there  is  right-sided  cardiac  dila- 
tation, petechial  and  gross  myocardial  hemor- 
rhage, degeneration  and  necrosis  of  myocardial 
muscle  fibers,  myocardial  infarction  with  or  with- 
out coronary  artery  occlusion,  pulmonary 
congestion  and  edema.315  Sir  William  Osier25 
demonstrated  a contracted  left  ventricle  with  di- 
lated chambers  on  the  right  in  a victim  of  heat 
stroke;  it  has  been  speculated  that  such  findings 
are  probably  related  to  right  ventricular  damage 
or  an  increase  in  pulmonary  vascular  resistance. 
Unfortunately,  this  is  as  far  as  this  concept  has 
gone  to  date.  The  phenomenon  that  clinicians 
have  blamed  for  years,  namely  pooling  in  the  va- 
sodilated tissues,  is  probably  not  the  cause  of  this 
cardiovascular  syndrome. 

Renal  Aspects  of  Heat  Stroke:  Acute  renal 
failure  is  seen  in  25%  to  35%  of  patients  with  the 
exertional  type  of  heat  stroke;  it  occurs  in  only 
5%  of  patients  with  sedentary  heat  stroke.3  There 
are  five  proposed  mechanisms:  direct  thermal 
renal  injury,  cellular  hypoxia  secondary  to  either 
decreased  renal  blood  flow  or  elevated  metabolic 
demand,  pigmenturia  due  to  rhabdomyolysis  or 
hemolysis,  hyperuricemia  from  increased  metab- 
olism and  rhabdomyolysis,  and  intravascular 
thrombosis.3-512’26’27  Another  interesting  phenom- 
enon has  been  described.  In  World  War  II  in  the 
Libyan  desert,  military  recruits  exposed  to  pro- 
longed periods  of  heat  stress  demonstrated  poly- 
uria of  up  to  8 L/day  with  no  real  explanation.28 
It  wasn’t  until  years  later  that  Sobel29  demon- 
strated peculiar  changes  in  renal  tubular  epithe- 
lium with  hypokalemia  and  polyuria.  An  expla- 
nation for  the  polyuria  is  possibly  hypokalemic 
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nephropathy.  At  least  it  fits  well  at  present  with 
some  clinical  problems  encountered  and  the  def- 
icits of  potassium  that  occur  in  heat  stroke,  par- 
ticularly the  exertional  form. 

Gastrointestinal  Aspects  of  Heat  Stroke:  Be- 
cause of  poor  perfusion,  abnormalities  of  elec- 
trolytes, and  intravascular  coagulation,  frank 
gastrointestinal  ulceration  and  serious  hemor- 
rhage can  occur.15  Hepatic  damage  is  frequent; 
serum  bilirubin  may  rise  after  several  days  but 
transaminases  do  not  rise  to  their  peak  levels  un- 
til sometime  toward  the  end  of  the  first  week.30 
The  frequency  of  jaundice  has  been  argued  in  the 
literature  for  some  time;  it  was  described  by  Her- 
man and  Sullivan31  in  only  10  out  of  244  patients 
with  heat  stroke.  In  their  study  of  Bantu  gold- 
miners  in  South  Africa  with  heat  stroke,  Kew  and 
his  colleagues32  found  central  lubular  hepatocel- 
lular degeneration  and  necrosis  with  cholestasis. 

Pulmonary  Aspects  of  Heat  Stroke:  Hyperven- 
tilation is  common  with  resulting  respiratory  al- 
kalosis. These  patients  have  increased  oxygen 
demands,  so  they  should  receive  oxygen  early. 
Careful  watch  must  be  kept  for  the  evolution  of 
pulmonary  edema. 

Hematologic  Aspects  of  Heat  Stroke:  The 
mechanisms  of  the  bleeding  diathesis  seen  in  some 
cases  are  basically  six  in  number.11-23  They  are 
thermal  inactivation  of  clotting  factors,  hepatic 
necrosis  with  impaired  production  of  those  fac- 
tors, thermal  destruction  of  platelets  and  mega- 
karyocytes, damage  to  vascular  endothelium,  in- 
creased capillary  permeability,  and  a release  of 
substances  that  cause  a DIC-like  picture  if  not 
frank  DIC  at  times. 3-6-15-27 

Prognosis:  Mortality  ranges  from  17%  to 
70%22-33;  80%  of  deaths  occur  in  victims  over  50 
years  of  age.  The  high  rate  of  mortality  from  heat 
stroke  in  football  players  is  second  only  to  head 
and  neck  injuries.34-35  The  mortality  correlates  best 
with  the  product  of  intensity  and  duration  of  the 
hyperthermia,  with  duration  being  the  more  im- 
portant.3-27 In  the  Kansas  City  study  of  the  1980 
heat  wave,  a mortality  of  18%  was  reported.  The 
analysts  found  associated  disease  in  65%  of  the 
victims,  with  hypertension,  diabetes  and  alcohol- 
ism leading  the  list.  Medications  known  to  pre- 
dispose to  heat  stroke  were  being  used  by  56% 
of  the  stricken  people.  Basically  there  are  five  or 
six  drugs  that  produce  molecular  hyperactivity 
and  hypermetabolism,  that  can  impair  thermal 


regulation  by  reducing  dissipation  of  heat  and 
blocking  cardiovascular  compensations.  In  the 
study,  five  prognostic  factors  were  noted  that 
could  be  used  to  predict  probable  demise.  They 
were  extreme  hyperthermia  (greater  than  108°F 
or  42.2°C,)  coma  especially  if  prolonged,  hypo- 
tension, need  for  ventilatory  support,  and  co- 
agulopathy.17 

Treatment:  The  first  step  in  treatment  is  the 
most  important — rapid  cooling.17-23  It  should  be 
started  at  once  at  the  site  of  exposure.  Ice  should 
be  placed  primarily  on  the  neck,  the  axillae,  and 
groins.  Oxygen  (100%)  must  be  started  as  soon 
as  possible  to  meet  the  hypermetabolic  needs, 
with  frequent  examination  made  to  detect  the 
possible  development  of  pulmonary  edema.  On 
arrival  at  an  ER,  rapid  cooling  must  be  urgently 
continued.  There  are  several  means  of  achieving 
it.  Immersion  in  ice  tubs  is  to  be  avoided,  if  pos- 
sible, because  of  the  inherent  difficulty  in  han- 
dling the  patient  if  cardiopulmonary  resuscitation 
and  cardioversion  is  required.  Cooling  the  pa- 
tient with  sheets  wet  with  ice  water  and  enhance- 
ment of  evaporative  cooling  by  fanning  is  an  ef- 
fective alternate. 

Weigert  and  Khogali36  in  the  Middle  East  have 
observed  a large  number  of  heat  strokes  in  Mos- 
lems trekking  to  Mecca,  and  managed  them  with 
a unique  body  cooling  unit.  The  patient  is 
stretched  out  nude  in  a mesh  net  that  looks 
something  like  a hammock.  Hot  air  at  113°F  to 
118°F  (45°C  to  48°C)  is  blown  on  the  anterior  and 
posterior  surfaces  of  the  suspended  patient.  The 
hot  air  is  theorized  to  cut  down  on  the  vasocon- 
striction from  cold  which  could  inhibit  heat  dis- 
sipation. It  is  difficult,  however,  to  prove  the  ra- 
tionale of  the  method.  Dr.  Ronald  Lawrence, 
president  of  the  American  Medical  Joggers  As- 
sociation, says  that  the  early  vasoconstriction  in 
response  to  cold  only  lasts  about  30  seconds,  so 
that  it  is  not  of  great  consequence  in  abrupt  cool- 
ing.37 The  problems  with  the  body  cooling  unit 
described  is  that  it  is  expensive,  it  is  not  available 
in  the  United  States,  and  it  has  not  been  proven 
to  work  any  better  than  what  we  have  been  doing 
in  our  ER  for  some  time. 

Other  cooling  methods  include  gastric  lavage 
with  iced  saline  and  injection  of  cooled  IV  fluids. 
Regardless  of  the  method  or  combination  of 
methods,  the  sooner  the  temperature  falls  the 
better.  The  ideal  objective  is  to  drop  it  to  normal 
in  an  hour.  Active  cooling  is  halted  when  the  core 
temperature  gets  to  102°F  (38.8°C).3-12-1417  Aspi- 
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rin  is  not  to  be  used;  it  is  ineffective  and  can 
worsen  a bleeding  diathesis.  Dantrolene  has  been 
used  in  some  cases,  when  the  temperature  would 
not  fall  with  active  mechanical  cooling  and  when 
there  was  primarily  increased  muscular  activity.38 

In  the  treatment  of  hyperthermia  the  question 
of  what  to  do  if  the  patient  begins  to  shiver  dur- 
ing active  cooling  is  often  debated.  Most  of  those 
knowledgeable  in  the  field  recommend  chlor- 
promazine  in  a dose  of  12.5  to  25  mg  IV  slow- 
ly _ 15,20,27  However,  there  are  several  hazards  to  use 
of  this  drug.  As  an  alpha-adrenergic  receptor 
blocking  agent,  it  can  worsen  hypotension;  it  can 
cause  arrhythmias,  decrease  seizure  threshold, 
and  worsen  the  overall  chances  of  getting  rid  of 
the  heat  from  the  body.  Thus,  unless  the  shiver- 
ing actually  blocks  the  cooling  process,  the  drug 
should  probably  not  be  used.13  23-27 

Table  2 is  a list  of  the  common  complications 
of  heat  stroke.6  With  constant  monitoring,  good 
supportive  care  and  rapid  identification,  those 
adverse  effects  can  be  avoided.  A few  examples 
may  illustrate  this.  If  cerebral  edema  is  present, 
mannitol,  usually  1 gm/kg  IV,  is  indicated.  Dex- 
amethasone  has  been  used  to  decrease  cerebral 
edema  in  an  initial  dose  of  4 to  10  mg  IV,  then 
in  increments  of  4 mg  every  six  hours.  Seizures 
are  managed  with  the  usual  medications.  The 
serum  glucose  must  be  checked — D50  IV  may  be 
needed.  High  flow  oxygen  and  intubation  may 
be  needed  if  blood  02  is  low.  Attention  must  be 
paid  to  pulmonary  toilet  and  steroids  considered 


TABLE  2* 

COMPLICATIONS  OF  HEAT  STROKE 

Convulsions 
Bleeding  diatheses 
Aspiration  pneumonia 
Bronchopneumonia 
Pulmonary  embolism 
Sepsis 

Cardiac  failure  and  pulmonary  edema 
Myocardial  infarction 
Cerebrovascular  accident 
Renal  failure 
Hepatic  failure 
Rhabdomyolysis 
Neurological  deficits 
Gastrointestinal  ulcers 

'Modified  from  Stine.6 
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if  aspiration  occurs.  Average  fluid  volume  re- 
placement ranges  from  1,200  ml  to  1,400  ml  per 
four-hour  period  but  care  must  be  used  to  avoid 
pulmonary  edema.23  If  in  doubt,  monitor  pul- 
monary artery  pressure  with  a Swan-Ganz  cath- 
eter. When  fluid  is  given  rapidly  in  hyperther- 
mia, with  quick  cooling  and  return  of 
vasoconstriction,  pulmonary  edema  can  be  pro- 
duced quite  easily.  If  the  patient  demonstrates  a 
low  cardiac  output,  a beta-adrenergic  receptor 
agonist  may  be  desirable;  dobutamine  is  the  pre- 
ferred drug.  Drug-induced  vasoconstriction 
should  be  avoided,  because  it  can  inhibit  heat 
dissipation;  atropine  should  not  be  used  as  it  in- 
hibits sweating.30  If  symptomatic  bradycardia  oc- 
curs it  may  be  an  indication  for  isoproterenol  hy- 
drochloride, or  even  right  ventricular  transvenous 
pacing.  A nasogastric  tube  may  be  needed  to 
prevent  or  treat  gastric  atony  and  prevent  pul- 
monary aspiration  from  regurgitation.  The  gas- 
tric pH  must  be  kept  greater  than  4 to  prohibit 
the  development  of  a stress  ulcer.  Urinary  out- 
put must  be  maintained  at  30  ml/hr;  if  rhabdomy- 
olysis is  present  the  rate  of  output  should  be 
higher  with  the  addition  of  mannitol  and  sodium 
bicarbonate.  If  bleeding  occurs,  the  underlying 
cause  should  be  treated  with  the  appropriate 
blood  component.  Heparin  has  been  used  suc- 
cessfully when  DIC  has  occurred,  but  only  in  a 
few  cases. 3-27-39 

The  best  treatment,  as  with  any  illness,  is  pre- 
vention. Those  involved  with  team  sports  or  jog- 
ging should  educate  themselves  on  the  preven- 
tion of  heat  illness.  Weighing  before  and  after 
prolonged  exercise  is  important.  An  athlete 
should  not  lose  more  than  5%  of  his  body  weight 
during  exercise.18  A large  supply  of  cold  water 
should  be  available.  If  it  is  palatable,  it  is  ab- 
sorbed faster.8  The  athlete  with  fever  should  avoid 
exercise,  since  he  is  more  prone  to  heat  stroke. 
Lastly,  if  there  is  a playing  surface  that  stores 
heat,  such  as  artificial  turf,  it  should  not  be  used 
in  extremes  of  heat,  or  if  it  is  used,  it  should  be 
watered  down  frequently.1 

We  can  educate  the  young  and  their  direct  su- 
pervisors to  prevent  deaths  from  heat  illness,  but 
the  elderly  are  going  to  continue  to  die  unless  we 
provide  a cool  environment  for  them  during  heat 
waves  at  a relatively  small  cost.40  Prevention  is 
the  key  to  reducing  heat-related  illness  and 
deaths.  Fortunately  after  the  heat  wave  that 
struck  Memphis  in  1980,  a local  Thermal  Emer- 
gency Operations  Group  was  founded  to  address 
the  educational  needs  of  the  public  relative  to 
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protection  from  excessive  heat  or  cold.  It  works 
well.  r ^ 
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VUH  Morning  Report 


Fatal  Pneumococcal  Pneumonia 


Case  Report 

A 65-year-old  black  woman  was  brought  to  the  emer- 
gency room  because  of  shortness  of  breath  and  confusion. 
The  patient  had  been  chronically  ill  but  stable  until  one  week 
earlier  when  she  developed  coryza,  mild  resting  shortness  of 
breath,  and  orthopnea.  She  denied  cough,  sputum  produc- 
tion, hemoptysis,  or  fever.  Six  hours  prior  to  admission  her 
shortness  of  breath  worsened  suddenly  and  she  was  trans- 
ported by  ambulance  to  the  emergency  room.  Her  past  med- 
ical history  was  significant  for  adult  onset  diabetes  mellitus 
resulting  in  diabetic  retinopathy,  proteinuria  with  renal  insuf- 
ficiency (creatinine  5 to  6 mg/dl),  and  peripheral  neuropathy. 
She  also  had  hypertension  with  left  ventricular  hypertrophy 
and  three  vessel  coronary  artery  disease.  A 25-year  history  of 
smoking  two  packs  of  cigarettes  per  day  had  resulted  in  rest- 
ing hypoxemia.  She  had  received  the  14  serotype  polyvalent 
pneumococcal  vaccine  earlier. 

On  arrival,  physical  examination  was  remarkable  for  an 
obese  elderly  black  woman  in  marked  respiratory  distress  and 
sweating  profusely.  Her  respiratory  rate  was  30/min,  pulse 
(20/min,  blood  pressure  200/95  mm  Hg,  and  rectal  tempera- 
ture 100.6°  F.  She  was  coughing  up  pink  frothy  sputum.  Chest 
examination  revealed  diffuse  bilateral  rales  to  the  apex  of  both 
lungs.  There  was  no  jugular  venous  distention,  but  peripheral 
edema  was  noted.  Cardiac  examination  was  obscured  by  loud 
breath  sounds,  but  the  PMI  was  laterally  displaced. 

Arterial  blood  for  gases  was  obtained  with  the  patient 
breathing  room  air.  Minutes  after  arrival  the  patient  suffered 
a respiratory  arrest  and  was  intubated  and  placed  on  a me- 
chanical ventilator.  Initial  laboratory  studies  for  blood  gases 
revealed  a pH  of  7.19,  Pco2  of  53  mm  Hg,  and  Po2  of  29  mm 
Hg.  The  white  blood  cell  count  (WBC)  was  13,900/cu  mm, 
with  a marked  predominance  of  granulocytes.  The  hemato- 
crit was  26.8%  and  the  platelet  count  was  normal.  Sodium 
was  138  mEq/L,  potassium  5.3  mEq/L,  chloride  106  mEq/L, 
and  bicarbonate  18  mmole/L.  The  blood  glucose  was  normal, 
but  the  BUN  and  creatinine  were  elevated  at  73  mg/dl  and 
9.0  mg/dl  respectively.  Electrocardiogram  showed  sinus 
tachycardia,  with  a new  right  bundle  branch  block  and  non- 
specific T wave  changes.  Urinalysis  showed  4+  proteinuria. 
Chest  radiograph  (Fig.  1)  demonstrated  bilateral  perihilar  in- 
terstitial and  alveolar  infiltrates,  a left  pleural  effusion,  and 
cardiomegaly,  consistent  with  the  clinical  diagnosis  of  cardi- 
ogenic pulmonary  edema. 

The  patient  was  admitted  to  the  intensive  care  unit,  where 
blood,  urine,  and  sputum  cultures  were  obtained.  Gram  stain 
of  the  sputum  demonstrated  numerous  Gram-positive  diplo- 
cocci.  Intravenous  erythromycin  was  begun  because  of  the 
suggestion  of  an  atypical  pneumonia  raised  by  the  radi- 
ograph, and  the  Gram  staining  of  organisms  compatible  with 
pneumococcus.  Because  of  continued  lethargy  despite  correc- 
tion of  hypoxemia  and  acidosis,  a lumbar  puncture  was  per- 
formed and  found  to  be  normal.  Serial  cardiac  enzymes  failed 
to  show  evidence  of  an  acute  infarction.  The  right  bundle 
branch  block  seen  on  EKG  resolved  with  improved  oxygen- 
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Figure  1.  Portable  AP  chest  radiograph  demonstrating  diffuse  bilat- 
eral interstitial  and  alveolar  infiltrates. 


ation,  but  over  the  next  several  hours  the  patient’s  status  de- 
clined, with  worsening  hypoxemia,  and  hypotension  with  poor 
lung  compliance.  Placement  of  a flow-directed  pulmonary  ar- 
tery catheter  demonstrated  a normal  pulmonary  capillary 
wedge  pressure,  low  systemic  resistance,  and  low  cardiac  out- 
put. The  patient  was  treated  with  intravenous  inotropic  drugs, 
increasing  fractions  of  inspired  oxygen,  and  positive  end  ex- 
piratory pressure  (PEEP),  but  remained  hypotensive,  hypox- 
emic, and  acidemic.  In  spite  of  aggressive  support,  she  died 
within  24  hours  of  admission  of  refractory  metabolic  acidosis 
and  hypoxemia.  On  the  day  of  death  sputum  culture  and  all 
blood  cultures  were  reported  to  be  growing  type  14  Strepto- 
coccus pneumoniae . 

Discussion 

This  patient  presents  several  important  points  for 
discussion.  First,  the  initial  impression  of  cardiogenic 
pulmonary  edema  was  in  error.  Although  physical  signs 
and  radiographic  findings  were  compatible  with  the  di- 
agnosis of  cardiogenic  pulmonary  edema  in  a patient 
who  was  predisposed  to  this  condition,  pulmonary 
wedge  pressure  measurements  demonstrated  that  her 
pulmonary  edema  was  from  a non-cardiogenic  source 
(ARDS).  The  sputum  Gram  stain,  low  grade  fever, 
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white  blood  cell  count,  and  hemodynamic  data  ob- 
tained from  the  pulmonary  artery  catheter  all  raised 
the  suspicion  of  a pulmonary  infection.  Although  ret- 
rospectively penicillin  would  have  been  the  drug  of 
choice  for  this  patient,  the  uncertainty  of  the  diagno- 
sis, with  unusual  pulmonary  infiltrates,  dictated  anti- 
biotic therapy  for  pneumonia  caused  by  “atypical”  or- 
ganisms. 

Austrian  and  Gold1  have  demonstrated  that  anti- 
biotic therapy  has  not  decreased  the  mortality  of  pa- 
tients with  bacteremic  pneumococcal  pneumonia  who 
die  within  24  hours  of  admission.  Similarly,  it  has  been 
shown  that  even  with  the  advent  of  sophisticated  life 
support  technology,  including  mechanical  ventilation. 
PEEP,  and  pulmonary  artery  pressure  monitoring, 
mortality  from  bacteremic  pneumococcal  pneumonia 
has  not  been  decreased,  but  only  delayed.2  Another 
interesting  finding  is  that  though  this  patient  had  been 
immunized  with  the  14  serotype  polyvalent  vaccine  for 
pneumococcus,  she  developed  an  infection  with  one  of 
the  organisms  contained  in  the  vaccine;  the  pneumo- 
coccal vaccine  is  useful  but  not  a panacea.  Most  stud- 
ies have  demonstrated  approximately  80%  efficacy  in 
the  elderly,  with  lower  rates  of  effectiveness  in  popu- 


lations with  severe  immune  deficiency.3 

Recent  reports  continue  to  question  the  efficacy  of 
pneumococcal  vaccination  in  certain  subgroups.  The 
mortality  rate  of  pneumococcal  pneumonia  for  all  pa- 
tients remains  near  20%,  but  rates  of  greater  than  50% 
have  been  reported  in  patients  with  pneumonia  and 
pneumococcal  bacteremia.1-4  The  prognosis  is  worse 
with  bacteremia  if  the  patient  is  older  than  60  years, 
or  has  multilobar  pneumonia,  diabetes,  heart  failure, 
or  obstructive  lung  disease.  Because  many  of  the  signs 
and  symptoms  of  pneumonia  seen  in  younger  patients 
are  minimal  in  the  elderly,  there  should  be  a high  de- 
gree of  suspicion  for  infection  in  any  elderly  patient 
with  a pulmonary  infiltrate.  r ^ 
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Alcoholic  Acidosis 


Case  Report 

A 67-year-old  white  man  with  a past  medical  history  of 
alcoholism,  squamous  cell  carcinoma  of  the  larynx,  and  ob- 
structive lung  disease  (COPD)  was  admitted  with  a chief 
complaint  of  progressive  shortness  of  breath  for  two  days, 
not  associated  with  cough  sputum  production,  fever  or  chills. 
He  denied  orthopnea,  wheezing,  chest  pain,  or  hemoptysis. 
He  had  been  vomiting  for  two  days  prior  to  admission.  with 
little  or  no  food  intake,  but  had  continued  to  consume  one 
pint  of  liquor  per  day.  He  denied  the  ingestion  of  ethylene 
glycol,  methanol,  moonshine,  or  other  drugs. 

Physical  examination  showed  a tremulous  elderly  man  with 
a pulse  of  112/min.  a respiratory  rate  of  36/min.  and  a blood 
pressure  of  90/60  mm  Hg.  On  standing,  his  systolic  blood 
pressure  fell  by  10  mm  Hg,  w'ith  a rise  in  heart  rate.  There 
was  no  evidence  of  jugular  venous  distention,  or  abnormality 
of  his  tracheostomy  stoma.  The  lung  fields  were  clear  to  per- 
cussion and  auscultation,  and  the  cardiac  examination  re- 
vealed no  murmur  or  gallop  rhythm.  The  liver  and  spleen 
were  of  normal  size,  and  no  stigmata  of  alcoholic  liver  dis- 
ease wfere  noted.  The  extremities  did  not  show  clubbing  or 
edema. 

On  laboratory  examination,  arterial  blood  gas  studies 
showed  a pH  of  7.4,  a Pco2  of  18  mm  Hg,  and  a Po2  of  93 
mm  Hg  on  room  air.  Sodium  wras  137  mEq/L,  potassium  4.2 
mEq/L,  chloride  99  mEq/L,  and  serum  bicarbonate  15  mmole/ 


L.  with  a calculated  anion  gap  of  23.  Serum  albumin  was  3.7 
gm/dl.  Serum  glucose,  creatinine,  and  BUN  were  all  normal, 
as  was  a calculated  osmolar  gap.  Serum  ketones  wrere  present 
in  a titer  of  1:8,  and  urinalysis  show'ed  4+  ketonuria.  Serum 
lactate  was  4.0  mEq/L  (normal  0.5  to  2.2).  Chest  x-ray  was 
remarkable  only  for  changes  of  COPD. 

Discussion 

This  patient  illustrates  the  complexities  of  acid-base 
and  electrolyte  disturbances  associated  with  excessive 
alcohol  consumption.  Patients  with  “alcoholic  acido- 
sis” frequently  have  a metabolic  acidosis  composed  of 
ketoacidosis  and  lactic  acidosis  as  a result  of  the  ef- 
fects of  starvation  and  alcohol  on  intermediary  metab- 
olism.13 Poor  tissue  perfusion  induced  by  volume  de- 
pletion also  contributes  to  production  of  lactic  acid. 
Vomiting  occurs  in  a sizable  percentage  of  these  pa- 
tients, leading  to  a mixed  metabolic  acidosis  and  meta- 
bolic alkalosis.  When  respiratory  alkalosis  due  to  al- 
cohol withdrawal  or  pneumonia  is  superimposed,  a 
triple  acid-base  disorder  may  result. 

The  cellular  biochemistry  of  alcoholic  acidosis  is  in- 
teresting and  complex.  Insulin  levels  are  decreased  in 
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alcoholic  ketosis,  leading  to  increased  lipolysis,  in- 
creased serum-free  fatty  acids,  and  the  formation  of 
ketone  bodies.  Altered  oxidative  processes  in  the  liver 
combined  with  low  insulin  levels  also  lead  to  a de- 
crease in  hepatic  gluconeogenesis.  Nausea  and  vomit- 
ing are  frequent,  often  resulting  in  hepatic  glycogen 
depletion  and  hypoglycemia.4  Decreased  insulin  levels 
also  promote  lactate  formation  from  glucose  metabo- 
lism, rather  than  its  usual  complete  oxidation  via  the 
Krebs  cycle.  Growth  hormone  and  cortisol  are  in- 
creased, and  also  increase  ketone  production  through 
lipolysis.  The  usual  metabolism  of  ethanol  through 
acetyl  coA  to  the  Krebs  cycle  is  diverted  to  the  pro- 
duction of  ketoacids. 

The  mainstay  of  treatment  in  alcoholic  acidosis  is 
intravascular  volume  replacement.5  Total  body  fluid 
deficits  are  similar  to  those  seen  in  diabetic  ketoaci- 
dosis (up  to  6 liters).  The  administration  of  sodium 
bicarbonate  is  not  necessary  except  in  the  presence  of 
severe  acidosis  (pH  < 7.1).  The  administration  of  in- 
travenous glucose  in  solution  at  a rate  of  7 gm/hr  has 
been  shown  to  accelerate  the  resolution  of  the  acido- 
sis. Patients  with  alcohol-related  acidosis  and  vomiting 
frequently  have  potassium  depletion  due  to  the  sec- 
ondary effects  of  volume  depletion  and  subsequent  hy- 
peraldosteronism. Insulin  does  not  accelerate  resolu- 
tion of  the  acidosis  and  is  therefore  not  recommended.5 


The  typical  course  is  resolution  to  the  acidosis  within 
12  to  24  hours. 

The  level  of  serum  ketones  as  determined  by  the 
nitroprusside  test  may  be  misleading.  Because  of  alter- 
ations in  acid-base  status,  a particular  ketone  body, 
beta-hydroxybutyrate,  is  the  predominant  ketoacid  seen 
in  alcoholic  acidosis.  Beta-hydroxybutyrate  is  not  de- 
tected by  the  nitroprusside  reaction,  but  is  in  equilib- 
rium with  acetoacetate,  the  predominant  ketoacid  that 
is  detected  by  this  method.  Severe  acidosis  favors  the 
production  of  beta-hydroxybutyrate  over  other  ke- 
toacids. Therefore,  as  the  metabolic  acidosis  im- 
proves, serum  ketones  may  paradoxically  appear  to  in- 
crease as  beta-hydroxybutyrate  is  converted  to 
acetoacetate.  As  in  any  patient  with  chronic  alcohol 
abuse,  the  administration  of  thiamine,  B vitamins,  and 
balanced  nutrition  is  important  adjunctive  therapy. 
Close  monitoring  for  the  development  of  alcohol  with- 
drawal syndrome  is  also  prudent.  r ^ 
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Trauma  Rounds 


Myocardial  Contusion 

GREGORY  G.  STANFORD,  M.D.;  EUGENE  C.  MANGIANTE,  M.D.;  and 
TIMOTHY  C.  FABIAN,  M.D. 


The  diagnosis  and  management  of  myocardial 
contusion  continues  to  plague  the  physician  deal- 
ing with  trauma.  There  is  no  diagnostic  test  for 
myocardial  contusion,  and  there  is  no  standard 
to  evaluate  new  methods  of  detection  and  diag- 
nosis. It  is  important  to  determine  the  presence 
or  absence  of  cardiac  injury,  since  if  left  untreat- 
ed it  can  lead  to  sudden  death,  heart  failure,  fa- 
tal arrhythmias,  coronary  occlusion,  and  cardiac 
tamponade.  Because  patients  with  myocardial 
contusion  frequently  have  multiple  injuries  re- 
quiring surgical  treatment,  its  presence  is  all  the 
more  significant,  since  such  patients  may  require 
more  sophisticated  and  invasive  monitoring  dur- 
ing general  anesthesia. 

Case  Report 

A 26-year-old  white  woman  was  involved  in  a single  ve- 
hicle accident  in  rural  Arkansas  about  six  hours  prior  to  ad- 
mission to  the  Presley  Trauma  Center.  Following  a difficult 
extrication  from  the  vehicle  she  was  transported  to  a local 
hospital,  where  she  was  found  to  have  normal  vital  signs  but 
was  confused  and  somewhat  combative.  She  w-as  then  trans- 
ported to  the  Presley  Trauma  Center.  On  arrival  she  was  le- 
thargic and  intermittently  combative,  with  a heart  rate  of  117/ 
min  with  blood  pressure  of  134/87  mm  Hg.  She  had  a deep 
chin  laceration  and  a large  ecchymosis  over  her  left  anterior 
chest.  Breath  sounds  were  clear,  and  her  heart  sounds  were 
normal  without  a murmur  or  rub.  Her  abdomen  was  remark- 
able only  for  tenderness  over  the  pubis.  There  were  no  ex- 
tremity fractures.  The  hematocrit  was  30%.  with  a white  blood 
count  of  27,700/cu  mm.  Urinalysis  revealed  100  to  150  RBC/ 
HPF.  The  electrocardiogram  showed  T wave  inversion  in  leads 
V,  through  V,  but  was  otherwise  normal.  The  chest  film 
showed  bibasilar  pulmonary  contusions,  pneumomediasti- 
num, left  chest  wall  subcutaneous  emphysema,  and  a right 
hemothorax.  The  aortic  knob  was  sharp.  Pelvic  films  re- 
vealed fractures  of  both  inferior  and  superior  pubi  rami  bilat- 
erally, with  bilateral  comminuted  acetabular  fractures.  The 
CT  examination  of  the  head  was  normal;  a CT  of  the  abdo- 
men and  pelvis  showed  some  asymmetry  to  the  left  kidney, 
multiple  pelvic  fractures,  and  a large  associated  pelvic  he- 
matoma. Distortion  of  the  bladder  by  the  hematoma  without 


From  the  Presley  Trauma  Center  and  the  University  of  Tennessee 
College  of  Medicine.  Memphis. 


evidence  of  damage  to  the  bladder  itself  was  seen  on  cysto- 
gram.  Peritoneal  lavage  fluid  contained  100  WBC/cu  mm  and 
31,000  RBC/cu  mm. 

The  patient  was  placed  in  the  Trauma  Intensive  Care  Unit 
for  observation.  Bilateral  thoracostomy  tubes  were  required 
for  her  right  hemothorax  and  left  pneumothorax.  Cardiac 
isoenzyme  studies  showed  a CPK-MB  of  422  IU/L  (12%), 
which  fell  after  six  hours  to  203  IU/L  (4.5%).  She  experi- 
enced no  arrhythmias  or  myocardial  failure.  Serial  electrocar- 
diograms showed  no  evolution,  with  persistent  T-inversion  in 
leads  V,  through  V3.  A decreased  right  ventricular  ejection 
fraction  (30%  to  40%)  with  hypokinetic  wall  motion  and  a 
normal  left  ventricle  was  seen  on  gated  cardiac  study.  A re- 
peat study  seven  days  later  was  normal.  She  had  a long  hos- 
pital course  complicated  by  persistent  disorientation,  which 
slowly  resolved  over  six  weeks.  Her  pelvic  fractures  were 
treated  w'ith  bilateral  tibial  traction  pins  and  skeletal  traction 
for  eight  weeks.  She  was  discharged  home  ten  weeks  after 
admission. 

Discussion 

The  typical  patient  sustaining  a myocardial 
contusion  has  been  involved  in  a motor  vehicle 
accident  in  which  the  upper  torso  has  struck  the 
steering  wheel  or  the  dashboard.  The  accident  it- 
self may  not  be  of  great  magnitude,  several  cases 
of  myocardial  contusion  having  been  document- 
ed after  deceleration  from  velocities  of  less  than 
20  miles  per  hour.  The  pathophysiology  relates 
to  the  heart  being  compressed  between  the  ster- 
num and  the  vertebral  column.  Another  suggest- 
ed mechanism  is  rapid  abdominal  and  lower  ex- 
tremity compression,  which  upwardly  displaces 
abdominal  viscera  leading  to  cardiac  injury.  Any 
moderate  force  applied  to  the  anterior  chest  wall, 
including  chest  wall  crush,  tangential  gunshot 
wounds,  athletic  injury,  agricultural  accidents, 
and  external  cardiac  massage,  can  produce  my- 
ocardial injury.  The  incidence  of  myocardial  con- 
tusion varies  from  9%  to  76%  when  liberal  di- 
agnostic criteria  are  applied,  but  most  recent 
series  report  an  incidence  of  from  15%  to  30% 
in  patients  sustaining  blunt  chest  trauma.13 

The  most  common  symptom  of  myocardial 
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contusion  is  precordial  pain  not  unlike  that  as- 
sociated with  an  acute  myocardial  infarction; 
tachycardia  is  the  most  frequent  physical  sign. 
Other  findings  include  dyspnea,  tachypnea,  gal- 
lop rhythms,  and  jugular  venous  distension,  which 
may  indicate  low  cardiac  output.  Unfortunately, 
all  the  symptoms  and  physical  signs  are  nonspe- 
cific and  difficult  to  interpret  in  the  face  of  mul- 
tiple other  injuries.  Patients  with  flail  chest,  liver 
injury,  splenic  injury,  or  pelvic  fractures  have  a 
significant  increase  in  cardiac  complications. 

The  electrocardiogram  may  show  many  signif- 
icant changes,  none  of  which  is  specific  for  my- 
ocardial contusion.  The  ECG  tends  to  reflect  ab- 
normalities of  the  left  ventricle,  and  is  relatively 
insensitive  to  injuries  of  the  right  ventricle  which 
is  more  commonly  damaged  in  blunt  cardiac 
trauma  due  to  its  anterior  location  just  below  the 
sternum.  ECG  changes  tend  to  revert  to  normal 
after  a variable  length  of  time.  Sinus  tachycardia 
is  the  most  common  dysrhythmia,3  and  other  su- 
praventricular dysrhythmias  such  as  flutter  are 
common.  Frequent  premature  ventricular  con- 
tractions are  often  present,  but  ventricular  tachy- 
cardia and  fibrillation  are  rarely  seen.  In  experi- 
mental preparations,  ventricular  dysrhythmias 
predominate,  and  are  seen  immediately  after  the 
injury  occurs.4  This  may  be  the  cause  of  imme- 
diate death  from  myocardial  contusion,  and  the 
patients  who  reach  treatment  are  those  without 
early  ventricular  irritability.  The  ST-T  segment  is 
frequently  referred  to  in  discussion  of  myocardial 
contusion,  with  most  authors  citing  nonspecific 
changes.5  The  importance  of  these  changes  is  that 
resolution  may  be  the  only  indication  of  a pre- 
vious myocardial  injury. 

Total  creatine  kinase  (CPK)  is  frequently  ele- 
vated in  patients  sustaining  blunt  trauma  due  to 
associated  musculoskeletal  trauma.  CPK  consists 
of  two  subunits  (M  and  B),  which  combine  to 
form  the  three  isoenzymes  of  CPK:  MM,  found 
predominately  in  muscle;  BB,  which  predomi- 
nates in  the  brain;  and  MB,  which  is  found  chief- 
ly in  the  myocardium.  Plasma  MB  is  elevated  in 
patients  following  a myocardial  infarction,  and 
accounts  for  10%  to  15%  total  CPK  activity.6 
CPK-MB  disappears  from  the  circulation  more 
rapidly  than  CPK-MM,  and  is  more  labile. 
Therefore,  the  peak  plasma  CPK-MB  may  be 
somewhat  lower  than  the  corresponding  percent- 
age of  myocardial  MB.  Except  in  certain  neuro- 
muscular diseases,  CPK-MB  is  specific  for  my- 
ocardial injury  and  is  unreliable  in  crush  injuries 
when  the  total  CPK  is  greater  than  2,000  IU. 
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Elevation  of  the  CPK-MB  indicates  myocar- 
dial damage  with  leakage  of  CPK  from  damaged 
myocardial  cells.  Blunt  trauma  to  the  heart  may 
not  be  significant  enough  to  cause  myocardial  cell 
injury,  but  may  be  severe  enough  to  cause  dys- 
rhythmias. Some  authorities  distinguish  this  dif- 
ference by  calling  injury  without  cell  damage  a 
“concussion,”  limiting  the  use  of  the  word  “con- 
tusion” to  myocardial  damage  documented  by  an 
elevation  of  the  CPK-MB.  In  a recent  study  from 
the  Presley  Trauma  Center,7  CPK-MB  by  frac- 
tional electrophoresis  was  very  reliable  in  pre- 
dicting blunt  myocardial  injury.  CPK-MB  is 
therefore  a reliable  tool  in  the  diagnosis  of  my- 
ocardial contusion  in  patients  who  do  not  have 
specific  ECG  changes.  It  is  of  benefit  to  separate 
those  patients  with  acute  ECG  changes  from 
those  with  chronic  ECG  abnormalities. 

Various  noninvasive  studies  have  been  applied 
to  the  evaluation  of  cardiac  contusions.  The  gat- 
ed blood  pool  scan  has  been  used  since  1971  as 
a noninvasive  study  of  cardiac  function.  It  has 
since  been  evaluated  in  the  diagnosis  of  myocar- 
dial contusion  by  several  investigators.2  8-9  Its 
usefulness  is  still  in  question,  but  further  refine- 
ments in  the  technique  may  make  it  a valuable 
tool  in  the  future.  The  technetium  pyrophos- 
phate scan,  which  is  useful  in  evaluating  myocar- 
dial infarction,  appears  too  insensitive  for  evalu- 
ation of  blunt  cardiac  injuries5;  until  further 
studies  are  done  it  cannot  be  recommended  rou- 
tinely. 

The  echocardiogram  may  be  useful  under  cer- 
tain circumstances.  Frazee  et  al10  have  declared 
that  the  2-D  echocardiogram  is  required  to  make 
the  diagnosis  of  a myocardial  contusion,  with  pa- 
tients having  a normal  study  but  other  evidence 
of  myocardial  injury  being  classified  as  having  a 
myocardial  concussion.  The  2D  echocardiogram 
was  found  to  be  abnormal  as  often  in  patients 
without  evidence  of  myocardial  injury  as  in  those 
with  myocardial  injury  established  by  ECG  or 
CPK  criteria.8  It  appears  that  refinements  in  the 
technique  may  offer  hope  in  the  future,  but  it 
cannot  be  recommended  routinely  at  this  time  in 
the  evaluation  of  possible  myocardial  contusion. 

Myocardial  performance  has  been  evaluated  by 
several  authors  following  myocardial  contusion. 
Torres-Mirabal2  constructed  myocardial  perform- 
ance curves  in  nine  patients  with  myocardial  con- 
tusion. All  nine  patients  have  biventricular  or 
univentricular  dysfunction.  Six  patients  had  bi- 
ventricular dysfunction,  two  had  isolated  right 
ventricular  dysfunction,  and  one  had  isolated  left 
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ventricular  dysfunction.  In  three  of  the  nine  pa- 
tients ventricular  function  returned  to  normal 
within  four  days.  In  another  study,1  11  of  19  pa- 
tients with  a myocardial  contusion  required  ino- 
tropic support  because  of  inadequate  cardiac 
output.  One  patient  required  intra-aortic  balloon 
counterpulsation  to  maintain  an  adequate  car- 
diac output. 

Many  patients  sustaining  blunt  trauma  require 
general  anesthesia  for  repair  of  associated  inju- 
ries. It  has  not  been  determined  if  patients  with 
a coexisting  myocardial  contusion  are  at  a great- 
er risk  for  morbidity  and  mortality  than  those 
without  myocardial  contusion.  In  a study  from 
the  Shock  Trauma  Center  in  Baltimore,1  19  pa- 
tients with  myocardial  contusion  underwent 
emergency  surgery  for  associated  injuries;  11  re- 
quired perioperative  cardiac  inotropic  support, 
and  one  required  intra-aortic  balloon  support.  No 
morbidity  or  mortality  was  attributed  to  the  car- 
diac contusion  in  these  patients.  In  the  study  done 
at  the  Presley  Trauma  Center,7  operative  proce- 
dures were  performed  on  37  patients  with  docu- 
mented myocardial  contusion,  with  no  increase 
in  morbidity  or  mortality.  Emergency  surgery  is 
not  contraindicated  in  patients  with  a suspected 
myocardial  contusion,  but  careful  attention  must 
be  paid  to  the  cardiac  status,  including  invasive 
monitoring  when  necessary  to  detect  and  treat 
dysrhythmias  and  cardiac  insufficiency. 

At  the  Presley  Trauma  Center,  all  patients  with 
severe  chest  trauma  are  treated  as  though  they 
have  myocardial  contusions.  Electrocardiograms 
are  obtained  upon  admission  and  daily  for  three 
days  if  normal,  or  until  abnormalities  clear.  CPK- 


MB  isoenzymes  are  determined  at  admission  and 
every  eight  hours  for  36  hours;  all  CPK  determi- 
nations are  done  by  electrophoresis.  These  pa- 
tients are  monitored  for  three  days  or  until  the 
cardiac  rhythm  is  stable.  Pulmonary  artery  cath- 
eters are  used  liberally  in  patients  with  any  evi- 
dence of  cardiac  decompensation.  Emergency 
procedures  are  performed  when  necessary,  using 
inotropic  agents  and  antiarrhythmic  agents  to 
maintain  hemodynamic  stability.  We  have  not 
found  intra-aortic  assist  devices  to  be  necessary, 
but  they  can  be  used  when  cardiac  decompensa- 
tion does  not  respond  to  inotropic  support.  Most 
of  these  patients  do  well,  without  sequelae  of 
their  cardiac  injury,  if  attention  is  paid  to  early 
cardiac  monitoring  and  complications  are  treated 
appropriately.  r ^ 
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Loss  Prevention  Case  of  the  Month 


Close  Counts  Only  in  Horseshoes 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

The  patient,  a 30-year-old  nurse,  came  to  her  primary  care 
physician  complaining  of  numbness  in  her  right  knee  and  toes, 
which  had  developed  fairly  suddenly  about  three  months  be- 
fore. She  remembered  the  day  the  symptoms  developed;  there 
was  no  history  of  pain  or  trauma.  The  primary  care  physician 
referred  her  to  a neurosurgeon. 

A detailed  neurologic  examination  was  recorded  in  the 
outpatient  medical  record  including  the  history  of  a “lazy  eye” 
on  the  left,  with  confirming  physical  findings,  some  motor 
spasticity  in  the  lower  extremities,  worse  on  the  right,  tem- 
poral pallor  of  the  optic  disk,  symmetrical  hyperactive  deep 
tendon  reflexes  upper  and  lower  extremities,  absent  Babin- 
ski’s  signs  bilaterally,  and  lack  of  superficial  abdominal  re- 
flexes. The  neurosurgeon’s  impression  was  “possible  demye- 
linating  disease.”  Mild  sedation  was  prescribed  and  the  patient 
was  to  return  for  reevaluation  in  ten  days. 

At  this  second  visit  her  legs  were  “improving”  and  the 
nurse  thought  that  she  could  return  to  work  in  “ten  days  or 
so.”  She  did  return  to  work  approximately  three  weeks  after 
her  initial  evaluation,  but  three  days  later  again  consulted  the 
neurosurgeon  complaining  of  “dizziness.”  On  this  occasion, 
she  was  admitted  to  the  hospital  where  further  workup,  in- 
cluding evoked  potentials,  cerebrospinal  fluid  examination, 
and  IgG  and  myelin-based  protein  studies  were  done.  The 
results  of  these  tests,  along  with  continued  physician  evalua- 
tion and  observation,  were  suggestive  of  a demyelinating  dis- 
ease, and  the  patient  was  discharged  with  the  diagnosis  of 
“probable  MS.” 

Two  months  later  the  neurosurgeon  noted  that  his  patient 
was  now  “ambulatory  with  cane.”  Six  months  after  the  initial 
visit  to  the  neurosurgeon  and  nine  months  after  the  devel- 
opment of  symptoms,  the  patient  reported  to  another  physi- 
cian, requesting  a second  opinion  regarding  the  diagnosis  of 
multiple  sclerosis.  Again,  extremely  thorough  evaluation, 
medical  history,  physical  examination,  and  results  of  tests  done 
by  the  first  neurosurgeon  were  found  to  support  the  diagnosis 
of  multiple  sclerosis,  but  he  believed  that  even  in  the  absence 
of  any  history  of  trauma,  CT  of  the  spine  should  be  done. 
This  examination  revealed  a lesion  at  T9  and  T10,  and  tho- 
racic and  lumbar  myelograms  revealed  a “partial  block  at  T9 
and  T10,  predominately  extradural.”  Following  the  myelo- 
gram, the  patient  showed  some  neurological  deterioration, 
and  an  emergency  thoracic  laminectomy  was  done,  revealing 
a herniated  intervertebral  disk  at  T9  and  T10.  The  patient  is 
now  paraplegic. 


Dr.  Avery  is  medical  director  for  Continuing  Medical  Education, 
St.  Thomas  Hospital,  Nashville,  and  chairman  of  the  Loss  Prevention 
Committee,  State  Volunteer  Mutual  Insurance  Company,  Brentwood. 
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Loss  Prevention  Notes 

Every  physician  has  had  the  experience  of  very 
carefully  evaluating  a patient  by  physical  exami- 
nation and  history,  arriving  at  an  impression  and 
proceeding  to  order  appropriate  studies  designed 
to  confirm  his  initial  impression.  This  might  be 
likened  to  focusing  so  intently  on  a single  tree 
that  one  loses  sight  of  the  forest.  This  appears  to 
characterize  the  trap  this  physician  fell  into  in 
dealing  with  this  particular  patient.  The  initial 
very  careful  history  and  physical  examination 
certainly  pointed  toward  a demyelinating  dis- 
ease, and  considering  the  sex  and  age  group,  the 
preliminary  diagnosis  of  multiple  sclerosis  was 
extremely  logical.  As  the  laboratory  and  other 
clinical  studies  progressed,  all  seemed  to  confirm 
the  initial  impression. 

A very  important  consideration  in  our  man- 
agement of  patients  is  cost  control.  We  are  in- 
creasingly aware  of  the  financial  burden  we  place 
on  our  patients  when  advanced  technologic  pro- 
cedures are  employed  that  cost  a lot  of  money. 
This  may  have  influenced  our  physician  in  his 
failure  to  order  other  tests  on  his  patient  earlier 
in  her  course. 

There  are  few  areas  in  medicine  where  a wrong 
conclusion,  no  matter  how  logical,  drawn  from 
the  information  at  hand,  can  be  as  devastating  as 
it  is  in  the  specialties  of  neurology  and  neurosur- 
gery. Even  though  this  patient  seemed  to  be  fol- 
lowing a very  predictable  course  with  the  initial 
diagnosis  of  multiple  sclerosis,  in  retrospect  it 
would  have  been  extremely  valuable  for  our  phy- 
sician to  have  consulted  a colleague  in  his  own 
field.  As  medical  litigation  becomes  increasingly 
important  in  our  lives,  and  as  awards  in  medical 
malpractice  continue  to  escalate,  we  need  to  be- 

(Continued  on  page  298) 
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What  Is  WIC? 

The  Special  Supplemental  Food  Program  for 
Women,  Infants  and  Children  (WIC)  serves  about 
75,000  low  income  pregnant,  breastfeeding  and 
postpartum  women,  infants,  and  children  at  nu- 
tritional risk  in  Tennessee.  Eligible  persons  cer- 
tified for  WIC  receive  nutrition  education,  spe- 
cific nutritious  foods  to  supplement  their  diet,  and 
health  care  service  or  referral.  The  overall  pur- 
poses of  the  program  are  to  prevent  the  occur- 
rence of  health  problems  and  improve  the  health 
status  of  participating  mothers  and  children. 

The  supplemental  foods  provided  by  WIC  are 
specific,  and  were  selected  because  they  are  high 
in  the  nutrients  that  contribute  to  an  adequate 
diet  for  the  participants"  nutritional  needs:  pro- 
tein, iron,  calcium,  vitamins  A and  C.  These  are 
the  nutrients  most  likely  to  be  lacking  in  the  diets 
of  this  population  group.  Infants  who  are  bot- 
tlefed  may  get  iron  fortified  formula,  as  well  as 
infant  cereal  and  juice  after  6 months  of  age. 
Women  and  children  get  milk,  cheese,  cereals 
high  in  iron,  fruit  juice,  and  dried  beans  when  in 
dietary  need.  These  foods  are  intended  to  be  a 
supplement  to  the  daily  diet,  not  to  provide  total 
food  needs. 

Through  nutrition  education,  participants  are 
helped  to  know  what  is  in  a good  daily  diet  and 
how  to  use  the  WIC  food  package  as  a part  of 
their  daily  food  needs.  The  supplemental  foods 
are  prescribed  by  the  certifying  health  profes- 
sional according  to  the  individual's  age,  nutri- 


From  the  Nutrition  Services  Division.  Health  Services  Adminis- 
tration, Tennessee  Department  of  Health  and  Environment.  Nash- 
ville. 


tional  need,  and  food  preparation  and  storage  fa- 
cilities. 

Who  Does  WIC  Serve? 

Of  the  75,000  people  WIC  serves,  19,500 
(26%)  are  women,  23,500  (32%)  are  infants,  and 
32,000  (42%)  are  children. 

Eligibility  is  based  on  the  following  criteria: 

• resident  of  area  served  by  health  depart- 
ment clinic  in  one  of  the  94  counties  served  by 
WIC  (the  state  operates  only  the  Commodity 
Supplemental  Food  Program  [CSFP]  in  Dyer 
County,  and  CSFP  and  WIC  in  two  other 
counties). 

• income  at  or  below  170%  of  the  Secretary 
of  Agriculture’s  poverty  index.  For  a family  of 
two,  the  income  eligibility  guideline  is  current- 
ly $12,308  annually. 

• have  a diagnosed  medical  or  nutritional 
problem  such  as  low'  birth  weight,  anemia, 
growth  stunting,  overweight,  or  high  risk  preg- 
nancy. 

• be  a pregnant,  lactating,  or  high  risk  post- 
partum woman,  or  an  infant  or  child  up  to  age 
5 who  meets  the  above  criteria. 

A certification  period  lasts  to  the  age  of  one 
year  for  infants,  six  months  for  children,  and  six 
weeks  past  the  birth  of  the  infant  for  a woman. 
Breastfeeding  women  can  be  certified  for  up  to 
one  year  as  long  as  they  continue  to  breastfeed. 

Outcome  evaluations  are  showing  that  WIC 
participation  is  associated  with  fewer  low  birth 
weight  infants,  reduced  anemia,  and  stunted 
growth  or  obesity  in  participants.  WIC  is  100% 
federally  funded  and  is  authorized  under  Public 
Law  95-627.  The  WIC  Program  is  open  to  all  el- 
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igible  persons  regardless  of  race,  color,  national 
origin,  age,  sex,  handicap,  or  religious  or  politi- 
cal belief. 

How  Does  the  Participant  Receive  the 
WIC  Foods? 

After  being  determined  eligible,  vouchers  are 
issued  for  a specific  food  package.  The  vouchers 
can  be  redeemed  at  one  of  the  more  than  1,300 
merchants  certified  to  receive  them.  A few  states 
have  a direct  warehouse  or  a home  delivery  sys- 
tem, which  substantially  reduces  front  end  costs 
for  formula.  Most  states  operate  a voucher  sys- 
tem similar  to  Tennessee’s.  Maintaining  the  re- 
tail voucher  system  prevents  some  of  the  service 
delivery  and  patient  access  problems  inherent  in 
a direct  distribution  system. 

Impact  of  Increasing  Formula  Costs 

Between  1978  and  1986,  infant  formula  whole- 
sale prices  from  the  three  major  manufacturers 
more  than  doubled.  This  increase  was  much 
greater  than  for  the  other  WIC  foods.  Conse- 
quently, the  proportion  of  WIC  food  dollars 
Tennessee  spends  on  infant  formula  has  contin- 
ued to  grow  (over  37%  in  1986). 

The  Tennessee  WIC  Program  purchases  ap- 
proximately one-third  of  all  the  infant  formula 
sold  in  the  state.  In  1986  wholesale  formula  prices 
rose  approximately  11%,  thereby  increasing  the 
formula  costs  to  Tennessee  by  over  $700,000  in 
one  year. 


Tennessee’s  Solution  to  Increasing 
Formula  Costs 

Beginning  in  early  1984,  the  process  was  initi- 
ated that  resulted  in  a contract  with  Wyeth  Lab- 
oratories. Through  the  state  competitive  bidding 
process,  a price  enhancement  (rebate)  of  $0.48 
per  can  of  infant  formula  was  received,  and  start- 
ing June  1,  1987  SMA  or  Nursoy  will  be  the 
standard  WIC  formula  for  the  contract  period. 
Under  this  system,  mothers  with  WIC  vouchers 
will  be  permitted  to  buy  only  the  milk  or  soy 
based  formula  designated  on  the  WIC  vouchers. 
Exceptions  will  be  made  on  the  basis  of  medical 
need;  infants  who  do  not  tolerate  the  designated 
brand  will  be  able  to  switch  formulas  with  a pre- 
scription from  their  physician.  The  prescription 
should  state  the  type  of  formula  required  and  the 
existing  medical  reason/condition  necessitating  the 
formula  requirement  for  the  particular  infant,  and 
must  be  signed  by  the  physician. 

The  price  enhancement  to  the  program  from 
the  formula  company  will  be  used  to  increase 
participation.  The  Tennessee  WIC  Program  is 
currently  able  to  serve  approximately  52%  of  all 
the  women,  infants,  and  children  eligible  for  WIC 
services.  It  is  expected  that  the  annual  savings 
will  be  about  $4  million  and  will  allow  services 
to  an  additional  8,000  eligible  people. 

This  innovative  solution  to  the  high  cost  of 
formula  could  serve  as  a national  model  for  oth- 
er states  using  a voucher  delivery  system,  r s’ 


Loss  Prevention  Case  of  the  Month  . . . 


(Continued  from  page  296) 

come  increasingly  sensitive  to  our  patients’  dis- 
satisfaction with  the  course  of  their  illness.  In  this 
case,  one  wonders  if  the  patient  gave  any  indi- 
cation to  our  attending  physician  that  she  was  not 
satisfied  with  his  management  of  her  case.  Had 
she,  he  could  have  called  for  a consultation,  and 
in  all  probability,  even  if  the  results  were  un- 
changed, the  litigation  could  have  been  avoided. 

298 


Perhaps  we  could  also  conclude  from  this  case 
that  when  we  are  dealing  with  a situation  where 
consequences  of  a wrong  conclusion  are  so  dev- 
astating, our  patients  would  be  better  served  and 
some  bad  results  prevented  if  we  cast  aside  all 
thoughts  of  cost  containment  and  used  all  the 
technologic  tools  available  to  rule  out  other  pos- 
sible diagnoses.  r S 
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Should  We  Sanction  PRO? 

With  government  money  comes  government  controls  and  regulations. 
Shortly  after  the  federal  Medicare  money  became  available,  review  pro- 
grams such  as  PSRO  and  the  PRO  were  developed  to  contain  costs,  flying 
under  the  false  flag  of  quality  control.  Recently,  with  the  implementation  of 
DRG  programs,  there  have  been  so  many  complaints  to  Congress  and  HCFA 
about  premature  discharges  and  other  quality  assurance  problems  that  ac- 
tion was  taken.  The  Consolidated  Omnibus  Budget  Reconciliation  Act 
(COBRA  and  OBRA)  direct  the  PROs  about  the  country  to  judge  quality 
of  care  and  to  deny  payment  if  professional  standards  of  care  have  not  been 
met  by  physicians,  hospitals,  and  other  providers. 

All  reasonable  doctors  would  agree  there  are  instances  of  medical  care 
that  do  not  meet  the  best  quality  standards.  These  may  be  in  fact  the  direct 
result  of  some  of  the  federal  programs  that  now  are  attempting  to  sanction  providers  for  poor  quality 
of  care.  We  can  hardly  take  a position  against  quality  assurance. 

The  current  PRO,  Mid-South  Foundation  for  Medical  Care,  has  incited  an  outpouring  of  protests 
and  concern  with  its  recent  transmittals  and  sanctions.  Several  serious  mistakes  have  been  made.  The 
PRO  has  failed  to  communicate  its  methods  and  its  intentions  to  physicians.  The  avowed  intention 
and  purpose  is  education  for  quality  care.  Transmittals  have  been  issued  that  were  poorly  conceived 
and  served  to  exacerbate  physicians’  fears,  distrust,  and  hostility.  The  directors  have  been  so  poorly 
informed  by  their  staff  and  bureaucracy  that  they  have  been  unable  to  oversee  these  activities  and  to 
respond  to  physician  concerns.  Lastly,  the  time  frames  directed  by  HCFA  are  unrealistic  and  unwork- 
able. 

On  the  brighter  side,  the  chairman  of  the  PRO  Board,  Kenneth  Phelps,  M.D.,  has  shown  consid- 
erable evidence  of  trying  to  correct  these  problems,  within  the  laws  and  regulations  imposed  by  HCFA. 
He  has  met  with  the  TMA  Board  of  Trustees  and  with  the  TMA  Hospital  Medical  Staff  Section  to 
answer  questions,  to  inform  us  of  their  activities,  and  to  respond  to  our  concerns. 

There  are  many  needs  that  must  be  met  within  the  PRO  program  if  it  is  to  have  a chance  to 
succeed.  First,  there  must  be  better  communication  from  the  Board  to  the  doctors  of  this  state.  In 
response  to  this  need,  the  PRO  will  be  developing  newsletters  to  the  physician  community.  Second, 
the  physician  Board  of  the  PRO  must  be  in  a position  to  review  the  transmittals  and  proposed  stand- 
ards before  their  circulation,  to  prevent  such  ludicrous  documents  as  transmittal  #32,  which  severely 
damaged  the  credibility  of  the  PRO  and  its  Board.  Third,  the  PRO  Board  should  insist  through  its 
channels  to  Washington  that  the  time  frames  and  other  factors  in  the  Quality  Assurance  Program  be 
realistic  and  fair  to  physicians  and  ultimately  their  patients.  Finally,  the  Board  should  seek  to  work 
within  the  system  so  long  as  its  professional  activities  constructively  improve  quality  of  care. 

Certain  conclusions  can  be  drawn.  This  is  a new  law  and  a new  set  of  regulations,  a new  board, 
and  a new  professional  staff.  Hasty  implementation  has  led  to  mistakes.  A change  cannot  be  made 
without  considering  the  alternatives.  Would  we  change  to  a new  PRO  remote  from  us  (perhaps  in 
Indiana)  that  has  even  less  ability  and  inclination  to  respond  to  our  needs?  Would  we  change  to  a 
PRO  composed  of  non-M.D.s,  individuals  perhaps  not  physician  friendly? 

Our  best  course  of  action  at  this  time  should  be  to  encourage  all  of  our  colleagues  to  practice  high 
quality  medicine  that  can  live  up  to  realistic  standards  and  still  be  cost  effective. 

The  TMA  will  carefully  monitor  the  actions  of  the  PRO  to  develop  any  constructive  alternatives 
for  better  quality  of  care  and  less  oppressive  bureaucratic  interference. 

We  should  allow  time  for  our  new  PRO  Board  and  officers  to  function  within  the  law;  but,  if  this 
cannot  be  done,  then  they  should  withdraw  their  names  and  support,  rather  than  lend  dignity  and 
legitimacy  to  an  impossible  program.  We  should  all  work  to  see  that  this  is  not  necessary,  since  the 
alternatives  would  most  likely  be  very  unpleasant. 


James  T.  Galyon 
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In  and  Out  and  In  Between 

Whether  one  views  the  medical  scene  today 
dispassionately  or  passionately,  it  seems  a mess. 
It  is  hard  for  anyone  involved  in  it  to  view  it  dis- 
passionately, but  the  only  real  difference  would 
seem  to  be  the  amount  of  ichor  it  evokes,  which 
sometimes  is  considerable;  it  often  flows  out  over 
pages  of  typescript,  and  sometimes  engulfs  edi- 
tors (namely  me)  in  the  backwash.  Whether  one 
is  being  dispassionate  or  not  seems  to  be  largely 
a matter  of  perception  (bias  is  what  the  other  fel- 
low has).  The  only  way  to  avoid  it  is  to  keep 
quiet. 


Viewing  the  mess,  I get  the  impression  that 
cleaning  it  up  rivals  trying  to  unscramble  eggs. 
The  main  problem  seems  to  be  that  everyone  is 
looking  for  (or  at  least  hoping  for)  a simple  an- 
swer, where  there  is  none.  In  the  first  place,  the 
problem  itself  is  not  a simple  one;  it  is  not  even 
a complex  one.  It  is  rather  a whole  host  of  com- 
plex ones.  Some  see  it  (or  them)  as  nothing  lots 
of  money  would  not  cure.  Though  that  certainly 
would  not  hurt,  it  too  is  an  oversimplification.  I 
was  castigated  by  one  of  our  readers  for  implying 
(actually,  I did  not  imply  it;  I said  it)  that  doctors 
are  becoming  disenchanted,  and  leaving  the 
ranks.  They  are,  the  writer  said,  still  making  a 
good  living.  So  would  they  walk  out  on  it? 

All  I know  is,  conversations  such  as  the  one 
reported  to  me  the  other  day  are  being  repeated 
with  increasing  frequency.  My  informant  said  that 
during  a telephone  conversation,  an  old  school 
chum  in  another  state  told  him,  “I’m  going  to 
hang  it  up.”  My  informant  observed  that  that  was 
a surprise,  as  he  didn’t  know  he  was  thinking  of 
retiring,  whereupon  his  friend  said,  “Who  said 
anything  about  retiring?  I meant  quid.”  There  is 
a fine  distinction  there,  which  I am  sure  is  not 
lost  on  you.  He  is  far  from  alone;  more  might 
join  in  if  they  had  any  other  options.  The  pages 
of  this  issue  of  the  Journal  alone  are  rife  with 
dissatisfaction. 

Take  our  Mail  Box.  In  it  is  an  exchange  be- 
tween a physician  in  Shelbyville  and  the  Depart- 
ment of  Health  and  Environment’s  chief  medical 
officer.  Dr.  Fredia  Wadley.  One  of  the  things  Dr. 
Wadley  gets  paid  for  is  to  absorb  abuse,  but  in 
this  case,  she  is  stuck  with  defending  a leaky  fort. 
Or  look  at  the  Loss  Prevention  Case  of  the 
Month,  written  by  the  chairman  of  SVMIC’s  Loss 
Prevention  Committee.  His  last  statement  simply 
reiterates  what  all  practicing  physicians  already 
know — that  cost-effective  medicine  can  get  you 
into  trouble.  In  fact,  good,  cost-effective  care  can 
do  you  in  probably  as  often  as  negligence. 

The  junior  Senator  from  Tennessee  was  quot- 
ed in  last  Sunday’s  newspaper  as  laying  the  blame 
for  the  high  cost  of  professional  liability  insur- 
ance on  negligent  doctors  and  the  insurance 
companies.  Such  rhetoric  sounds  good  in  politi- 
cal campaigns,  but  it  has  little  to  do  with  reality. 
Not  being  privy  to  the  finances  of  insurance  com- 
panies, I cannot  speak  for  them.  I do  know, 
though,  that  our  own  SVMIC  ties  rates  to  its  ex- 
perience, and  gives  rebates  as  its  experience  im- 
proves. What  the  Senator  appears  not  to  have 
considered  is  that  doctors  get  sued  not  only  for 
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poor  results  due  to  negligence.  Doctors  get  sued 
also,  and  patients  given  awards — huge  awards — 
for  poor  results  due  to  no  one’s  fault  at  all,  but 
simply  because  no  good  result  was  possible.  It  is 
indemnification  for  bad  luck,  and  the  deep  pock- 
et is  tapped  for  it.  To  be  fair,  the  doctor  often 
gets  sued  because  he  failed  to  communicate  that 
to  the  patient  in  the  first  place.  That  problem  is 
due  to  continue  so  long  as  we  retain  the  contin- 
gency system;  that  shows  no  signs  of  disappear- 
ing, as  lawyers  are  the  ones  who  make  the  laws. 

It  is  a truism,  espoused  throughout  our  histo- 
ry, that  the  marketplace  will  take  care  of  any  sit- 
uation, whatever  it  is.  Doubtless  it  would;  but 
politicians,  for  various  reasons,  few  of  them  sal- 
utary, are  unwilling  to  entrust  their  constituents 
(read  votes)  to  the  marketplace.  They  had  rather 
manipulate  it  to  satisfy  their  own  special  inter- 
ests. And  so  those  with  services  or  commodities 
to  sell  become  the  pawns  of  those  interests. 

What  we  need  in  this  country  is  a control  on 
the  controllers.  As  it  stands,  they  can  pretty  much 
pursue  their  own  course.  Those  in  control, 
though,  are  not  our  elected  representatives,  but 
the  bureaucrats  in  the  various  government  agen- 
cies. Given  a rough  outline  by  the  statutes,  they 
proceed  to  fill  in  the  blanks  with  their  regula- 
tions. Frequently  the  legislators  cannot  recognize 
their  own  handiwork  in  the  finished  product. 
While  the  electorate  can  vote  the  politicians  and 
upper  echelons  of  the  executive  branch  in  or  out, 
there  is  no  surcease  from  petty  bureaucrats,  who 
like  Tennyson’s  brook,  run  on  and  on  forever. 
Because  they  have  been  around  a long  time,  and 
are  well  informed  in  their  own  narrow  field,  they 
are  the  tutors  of  our  legislators.  Perhaps  we 
should  have  a periodic  Sabbath  year,  in  which 
we  throw  them  all  out  and  start  over. 

It  is  sometimes  said,  often  only  out  of  pique, 
that  those  who  can't  do,  teach.  It  seems  those 
who  cannot  do  either  one,  write  and  enforce  reg- 
ulations. They  are  called  civil  servants;  they  are 
in  fact  not  our  servants,  but  our  masters.  We  are 
blessed  with  such  bureaucrats  in  the  medical 
profession,  too.  They  do  things  like  run  HMOs 
and  PROs.  On  the  one  hand,  it  appears  we  are 
stuck  with  bureaucrats  in  those  jobs  because  no 
one  else  will  do  them;  on  the  other  hand,  per- 
haps it  is  that  those  individuals  just  appear  the 
way  they  do  because  they  are  in  those  jobs.  May- 
be bureaucrats  are  made  and  not  born,  and  that 
like  clothes,  the  system  makes  the  man.  In  any 
case,  under  the  present  system,  there  is  no  es- 
caping them. 


In  our  dreams  we  remember  a time  when  one 
did  not  have  to  choose  up  sides,  and  all  of  us 
practiced  medicine  the  way  we  chose  in  all  good 
fellowship.  We  wake  to  find  that  once  Nashville 
had  an  Academy  and  Davidson  County  a Medi- 
cal Society;  only  after  a few  well  attended  funer- 
als could  they  merge.  Wherever  there  has  been  a 
medical  school,  there  has  been  “town  and  gown.” 
Once  there  were  several  medical  schools  in 
Nashville,  with  the  ins  and  the  outs  and  those  in 
between.  Competition  more  often  than  not  had, 
as  it  still  has,  a fiscal  basis. 

Each  member  of  the  human  race  has  his  own 
vision  for  his  world.  Each  tries  to  mold  everyone 
else’s  world  according  to  that  vision.  It  inevitably 
leads  to  conflict.  The  doctor’s  world  is  being  in- 
creasingly bent  out  of  shape  by  forces  from 
above — by  the  bureaucrats.  Only  in  focusing  on 
a common  goal  can  we  hope  to  resist  those  forces. 
Medicine  has  never  been  very  good  at  that,  and 
so  more  often  than  not  we  are  hoist  by  our  own 
petard. 

Alas. 

J.B.T. 


I Say  It’s  Brussels  Sprouts 

I am  forever  in  the  debt  of  my  grade  school 
music  appreciation  teacher  for  exposing  me  to  the 
joys  of  listening  to  the  inventions  of  the  great 
classical  composers.  I thought  she  was  pretty 
classical  herself — at  least  as  old  as  Beethoven. 
Actually,  she  was  probably  no  more  than  15  or 
so  years  older  than  I,  but  when  you  are  maybe 
12  years  old,  you  are  centuries  removed.  She  was, 
we  thought,  an  old  maid,  attractive  in  a severe 
sort  of  way — and  severe  too.  She  was  a good 
teacher,  and  despite  our  misgivings,  I think  she 
finally  did  get  married  in  her  old  age — say  about 
35.  But  I digress. 

My  mother  used  to  worry  about  my  teacher’s 
devotion  to  music.  She  was  so  devoted  to  it,  my 
mother  said,  that  she  couldn’t  enjoy  it.  Unlike 
my  mother,  who  was  willing  to  live  and  let  live, 
and  be  happy  just  to  be  able  to  go  to  a concert 
(my  father  had  a self-confessed  “tin  ear"),  she 
was  forever  picking  the  orchestra  and/or  artists 
to  pieces. 

I was  listening  the  other  day  to  an  interview 
with  that  marvelous  operatic  soprano  Martina 
Arroyo,  who  was  agreeing  with  a quotation  from 
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another  magnificent  soprano.  Dame  Joan  Suth- 
erland, in  commiserating  with  individuals  who 
have  perfect,  or  absolute,  pitch.  Dame  Joan 
claims  to  have  only  relative  pitch,  whereas  Miss 
Arroyo  claims  neither.  They  agreed  that  individ- 
uals with  perfect  pitch  must  remain  in  perpetual 
torment;  Toscaninni  is  said  to  have  been  contin- 
ually driven  to  distraction  in  his  attempt  to  get 
all  the  woodwinds  to  play  in  tune.  In  truth,  noth- 
ing— or  at  least  almost  nothing,  in  nature  or  out 
of  it — is  that  precise.  The  music  of  the  spheres  is 
perpetually  flat,  as  the  universe  is  winding 
down — very  slowly,  to  be  sure — but  still  winding 
down,  except  when  there  is  a burst  of  energy, 
such  as  with  the  creation  of  a super-nova,  that 
sends  a segment  of  it  sharp.  One  would  think  that 
that  music  would  have  absolute  pitch,  but  in  fact 
it  is  all  a little  off-key.  So  are  most  of  us. 

Though  it  is  too  late  to  prove  it  now,  1 figure 
that  my  music  teacher  must  have  been  distraught 
due  to  having  perfect  pitch.  It  must  be  hard  on  a 
critic  to  have  perfect  pitch,  but  it  can  be  even 
harder  on  the  critic’s  audience.  Off  and  on,  I lis- 
ten to  a program  on  public  radio  called  “First 
Hearing,”  on  which  new  renditions  of  composi- 
tions are  aired,  most  often  old  favorites,  and 
usually  by  noted  artists  or  ensembles;  the  rendi- 
tion is  judged  by  a panel.  Perhaps  I am  too  easy 
to  please.  I think  I have,  like  Dame  Joan,  rela- 
tive pitch,  since  I immediately  spot  anything  that 
is  off-key,  but  I learned  from  my  mother  that  un- 
less it  is  habitual,  not  to  take  it  to  heart.  I sel- 
dom hear  anything  on  the  program  played  or  sung 
off-key,  and  I seldom  hear  such  a criticism  lev- 
eled at  the  works.  The  criticisms  1 hear  are  of 
nuances  that  are  beyond  my  powers  to  recog- 
nize, and  I suspect  usually  theirs  as  well,  though 
they  are  quick  to  level  charges  of  insensitivity, 
heavy  handedness,  the  wrong  tempo — you  know: 
totally  subjective  things  in  which  the  tastes  of  the 
artist  or  the  conductor  are  in  conflict  with  theirs. 
It  is  interesting  to  me  that  the  members  of  the 
panel  frequently  disagree — which  in  matters  of 
taste  is  not  unexpected.  This  disagreement  keeps 
them  all  honest  and  the  proceedings  lively  and 
relatively  light-hearted — except  perhaps  as  it  af- 
fects the  gored  ox. 

All  of  that  is  all  very  well  if  it  is  only  a game, 
which  is  indeed  the  way  I look  at  it.  If  I hear  the 
piece  played,  regardless  of  what  those  critics  may 
say  I can  join  Dennis  the  Menace  and  say,  “I  say 
it’s  spinach,  and  I say  the  hell  with  it,”  or  vice 
versa.  This  is  not  to  pick  on  spinach,  which  de- 
spite Dennis’  testimony,  I like.  I am  not  certain 
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when  I started  liking  it,  because  I think  it  is 
probably  natural  to  dislike  spinach.  There  are 
reasons  to  eat  spinach,  and  so  it  is  well  to  devel- 
op a taste  for  it.  I suppose  I could  develop  a taste 
for  bourbon,  which  I dislike,  but  I see  no  reason 
to,  since  Scotch  serves  so  well,  and  in  fact  I pre- 
fer Irish  anyway.  I will  drink  water  in  preference 
to  bourbon.  (Actually,  under  the  proper  circum- 
stances— indeed,  most  circumstances — I drink 
water  in  preference  to  anything  else.  I hope  you 
do  too.  But  again,  I digress.) 

There  is  a difference  in  learning  to  like  some- 
thing and  getting  used  to  it.  Toleration  is  still  an- 
other alternative.  These  are  all  relatively  positive 
reactions.  I shall  not  dwell  on  the  negative  ones; 
not  only  that,  I shall  dwell  on  the  others  only  to 
say  that  I can  sleep  right  through  most  contem- 
porary music.  Some  of  it  is  too  loud  for  sleep, 
and  I like  an  occasional  piece.  In  short,  mostly  I 
tolerate  it.  I don’t  know  what  the  psychologists 
would  say  about  it,  but  I believe  there  are  se- 
quences and  combinations  of  sound  that  are  nat- 
urally pleasing  and  others  that  are  naturally  not. 
I am  willing  to  try  to  like  contemporary  pieces.  I 
did  after  all  learn  to  like  spinach.  On  the  other 
hand,  though  I will  eat  Brussels  sprouts  in  a 
pinch,  after  50  or  more  years  of  trying  to  change 
my  preferences,  I still  detest  them.  Lately  I have 
quit  trying.  I have  not  yet  done  that  to  contem- 
porary music,  though  1 am  close.  It  takes  more 
time  and  effort  than  at  my  age  I am  willing  to 
expend. 

I know  people,  my  wife  among  them,  who 
seem  genuinely  fond  of  Brussels  sprouts.  They 
say  they  are,  and  since  I have  friends  who  are 
incredulous  when  I tell  them — truthfully — that 
turnip  greens,  properly  prepared,  are  among  my 
favorites  of  all  of  the  things  I put  in  my  mouth, 
I have  no  reason  to  doubt  them.  There  is  after 
all  no  accounting  for  tastes;  I therefore  assume 
that  there  are  indeed  people  who  prefer  the  noise 
(in  my  view)  that  comprises  much  contemporary 
music,  even  though  I find  it  hard  to  believe. 

With  all  the  recordings  around,  we  need 
someone  (critics)  to  tell  us  which  ones  are  tech- 
nically satisfactory,  though  if  I am  going  to  make 
a purchase,  what  with  their  now  being  so  dear,  I 
prefer  to  listen  first.  On  the  other  hand,  I do  not 
need  someone  to  tell  me  I should  like  a piece, 
when  I know  I don’t.  It  is  his  taste  against  mine, 
and  I abhor  arbiters  of  taste. 

In  their  appropriate  place,  I like  tea  (iced,  with 
lemon,  and  hot,  with  milk),  coffee  black,  butter- 
milk (sweet  milk,  too),  beer,  wine,  and  Irish 
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whiskey — not  mixed,  and  not  necessarily  in  that 
order.  I like  Dixieland,  Bluegrass,  country  west- 
ern (sometimes)  and  classical  music,  also  some- 
times (or  what  / call  classical  music),  including 
opera,  again  not  necessarily  in  that  order.  There 
are  Brussels  sprouts  in  all  of  those,  as  well  as  in 
other,  categories.  I do  not  need  a critic  to  point 
them  out;  I know  them  when  I see  them. 

We  have  our  problems  in  medicine,  to  be  sure. 
Though  I did  not  consider  it  at  the  time  I chose 
medicine  (I  was  too  young,  to  begin  with),  I am 
grateful  to  be  dealing  more  or  less  with  tangi- 
bles, where  things  are  generally  objective  (note 
the  qualifications),  and  where  changes  are  made 
mostly  for  advancement  of  knowledge  and  bet- 
terment of  the  human  condition,  and  not  just  to 
be  in  the  avant  garde,  where  critics  try  to  make 
bad  things  good,  and  good  things  bad  when  it  is 
“chic”  to  do  it. 

J.B.T. 


Drinkin’  Rum  an’  Coca-Cola 

Scattered  like  bright  emeralds  in  a tie-dyed  sea 
of  azure,  the  Lesser  Antilles  stretch  from  Puerto 
Rico  to  Venezuela,  their  Windward  Island  chain 
forming  the  eastern  barrier  of  the  Caribbean  Sea. 
Viewed  from  the  air,  ragged  blots  of  green  and 
brown  erupt  from  the  blue  void,  whose  breakers 
fringe  them  with  nervous  fingers  of  foam  that 
glisten  white  in  the  sun  and  wander  aimlessly  up 
and  down  the  sandy  beaches  and  reefs,  or  smear 
the  rocky  coastline  with  an  inconstant  icing  of 
cotton  candy  in  its  upward  leap  toward  volcanic 
spines  and  spires.  Ta-da-a-a! 

So  much  for  the  travelogue,  which  should  have 
gotten  you  in  the  mood  (or  out  of  it,  as  the  case 
may  be).  There  are  those  who  believe  if  you  have 
seen  one  island,  you  have  seen  them  all,  or  that 
at  best  they  offer  only  very  little  inducement  for 
a return  engagement.  That  viewpoint  has  some 
merit,  certainly.  On  the  other  hand,  one  could 
take  the  position  of  Sportin’  Life  that  it  is  per- 
petual summertime,  and  the  livin’  is  easy,  which 
has  a lot  of  appeal  in  the  dead  of  winter.  The 
Caribbean  Islands  (or  more  precisely,  the  Wind- 
ward Islands)  generally  look  better  from  a clean 
cruise  ship,  with  time  off  for  swimming  on  the 
islands’  marvelous  beaches,  than  they  do  close 
up.  They  are  lovely,  and  some  of  them  offer  some 
spectacular  scenery;  they  also  offer  a lot  of  squa- 


lor and  abject  poverty,  which  can  be  hard  to  ig- 
nore. 

St.  Lucia  is  a good  example  of  both.  The  ap- 
proach is  magnificent,  with  the  town  of  Soufri- 
ere, gateway  to  the  volcano  of  the  same  name, 
guarded  by  the  twin  spires  of  the  Gros  et  Petit 
Pitons,  which  beggar  description.  Both  Castries, 
the  capital,  and  Soufriere  are  quaint,  and  quite 
French;  sanitation  is  quite  poor.  The  trip  by 
schooner  from  Castries  to  Soufriere  town  for  a 
visit  to  Soufriere  volcano  is  a delight,  passing  as 
it  does  under  craggy  cliffs  interspersed  with  val- 
leys that  end  in  lovely  white  sand  beaches  (some 
black  sand  ones,  too)  lined  by  waving  palm  trees. 

Once  at  the  South  Seas  Plantation  on  Captiva 
Island,  in  Florida,  I watched  pelicans  being  fed — 
maybe  a hundred  of  them.  It  was  a real  show  as 
the  feeder  tossed  fish  among  them  one  at  a time; 
it  was  sort  of  like  watching  a free-for-all  after  a 
football  game  that  has  gone  sour,  which  I have 
once  or  twice,  only  more  so.  It  was  more  like 
what  happened  as  we  sailed  into  (and  later  out 
of)  Soufriere  harbor  as  little  black  boys  and  young 
men,  clad  only  in  the  briefest  of  briefs,  leaped 
into  the  water  and  swam  out  toward  (later,  with) 
the  boat,  emitting  the  universal  cry  of  “Dollah! 
Dollah!”  As  some  bills  were  folded  and  flung  out 
amongst  the  pelicans — uh,  swimmers — there  was 
agile  activity  that  stopped  just  short  of  mayhem. 
To  their  credit,  once  firm  possession  was  estab- 
lished, it  was  not  further  contested. 

The  major  crisis  in  the  world  of  finance  these 
days  has  been  the  slide  of  the  dollar  against  the 
pound  sterling,  the  deutschmark,  and  the  yen. 
Apparently  the  folks  in  the  islands  (and  I expect 
elsewhere,  except  possibly  the  UK,  Germany,  and 
Japan)  have  either  not  heard  about  it,  or  at  least 
could  not  care  less.  Over  the  years  since  just  at 
the  end  of  World  War  II,  I have  traveled  to  var- 
ious, and  sometimes  rather  far-flung,  outposts 
during  both  high  and  low  dollar  years;  I have  yet 
to  hear,  “Pound!  Pound!”  or  “Yen!  Yen!”  or 
“Deutschmark!  Deutschmark!”  (let  alone  “Ru- 
ble, Ruble”).  Then,  as  now,  most  of  the  world’s 
inhabitants  would  at  least  as  soon  acquire  dollars 
as  their  own  currency.  The  citizens  of  Grenada 
are  widely  and  loudly  singing  the  praises  of  Mr. 
Reagan  and  his  infusion  of  dollars,  as  well  as  his 
military  aid.  Though  Grenada  is  a member  of  the 
British  Commonwealth,  they  do  not  say  the  same 
for  the  Queen. 

Meanwhile,  in  Trinidad  and  the  other  islands 
(as  well  as  a lot  of  other  places  over  the  world) 
they  are  still  drinkin’  rum  (which  they  make  there 
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better  than  anywhere  else)  an’  Coca-Cola, 
(though  more  often  now  in  punch — I think)  and 
both  mothah  an’  daugtah  (not  to  mention  papa) 
are  workin'  (directly  or  indirectly)  for  (in  the 
sense  of  “to  get”)  the  Yankee  dollah! 

J.B.T. 


Obstetrical  Services  in  Tennessee 

To  the  Editor: 

In  reference  to  the  report  by  Fredia  Wadley,  M.D., 
from  the  Department  of  Health  and  Environment  in 
the  February  TMA  Journal  (/  Tenn  Med  Assoc  80:94- 
95,  1987),  I am  sure  she  is  aware  this  is  a problem  not 
only  across  the  state  but  in  the  country. 

It  is  noted  that  the  medical  reimbursement  fee  in 
Tennessee  is  $650  to  $725.  Is  the  higher  fee  for  obste- 
tricians? After  noting  that  in  rural  communities  family 
practitioners  and  GPs  provide  most  of  the  OB  care,  it 
is  unfortunate  that  they  are  discriminated  against  for 
providing  the  same  service. 

Also  reimbursement  for  delivery  and  hospital  care 
is  only  $325  when  most  of  the  risk  for  pregnancy  is 
being  taken  during  this  period. 

All  of  us  know  that  patients  who  are  on  Medicaid 
are  those  of  highest  risk  and  more  litigious  than  pri- 
vate pay  patients.  To  entreat  physicians  to  care  for 
these  patients,  it  may  be  that  reimbursement  at  levels 
higher  than  present  may  be  conducive  at  least  toward 
paying  higher  malpractice  premiums. 

Shelbyville  will  also  soon  be  another  community  in 
Tennessee  that  will  be  without  obstetrical  services  if 
nothing  is  done  by  the  county/state.  Everyone  expects 
the  highest  service  and  perfect  outcomes  but  no  one  is 
willing  to  pay  the  price  for  it. 

Frank  Jayakody,  M.D. 

841  Union  St.,  Suite  J 

Shelbyville,  TN  37160 


Reply 

I am  aware  of  the  obstetrical  situation  in  Shelby- 
ville. Commissioner  Word  and  I visited  Dr.  Donald 
Barnes  before  he  deleted  obstetrical  services  from  his 
practice  and  have  worked  closely  with  the  health  de- 
partment as  they  tried  to  find  physicians  to  provide 
this  care. 

Dr.  Jayakody’s  first  concern  was  the  differential  in 
reimbursement  for  obstetrical  care  ($650  to  $725).  The 
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higher  fee  is  for  obstetricians  as  he  suspected.  Obste- 
tricians maintain  that  they  have  more  high  risk  and 
complicated  cases  in  their  practice  which  deserves  dif- 
ferential in  payment.  I would  be  the  first  to  admit  that 
it  would  be  better  to  pay  everyone  the  same  fee  for  an 
uncomplicated  pregnancy,  labor  and  delivery,  and  then 
have  higher  reimbursement  rates  for  various  compli- 
cations or  added  reimbursements  for  additional  pro- 
cedures needed  with  high  risk  patients.  We  are  slowly 
moving  in  this  direction,  but  we  usually  run  out  of  funds 
before  we  run  out  of  needs. 

Another  concern  he  expressed  was  that  $325  for 
delivery  and  hospital  care  is  not  an  appropriate  share 
of  the  total  reimbursement,  when  most  of  the  risk  of 
the  pregnancy  is  being  taken  during  this  period.  How- 
ever, I am  sure  he  recognizes  that  without  the  prenatal 
care  the  risk  at  delivery  is  greater.  If  Medicaid  reim- 
bursed three-fourths  or  more  of  the  global  fee  just  for 
delivery  and  hospital  care,  there  would  be  less  incen- 
tive to  see  these  patients  early  and  provide  the  neces- 
sary prenatal  care.  Early  and  continuous  prenatal  care 
has  repeatedly  been  shown  to  improve  the  outcome  of 
pregnancy. 

His  next  point  was  that  if  Medicaid  reimbursed  at 
a higher  rate,  then  physicians  might  be  able  to  use  this 
on  their  higher  malpractice  premiums  and  continue  with 
obstetrical  care.  This  is  precisely  what  we  thought  in 
May  1986,  when  we  increased  the  reimbursement  rate 
for  obstetrical  care.  I realize  $650  to  $725  is  not  the 
usual  and  customary  fee  for  payments,  but  it  is  higher 
than  the  Medicaid  rate  is  in  most  states  and  a rate  that 
we  were  proud  to  offer  physicians  in  Tennessee.  The 
Medicaid  program  would  truly  like  to  pay  physicians 
their  usual  fee  for  every  service,  but  the  funds  will 
probably  never  be  available  to  do  this. 

The  malpractice  issue  is  frustrating  to  everyone,  and 
I can  understand  how  private  physicians  feel  when  they 
try  to  provide  necessary  health  services  to  indigent  and 
Medicaid  patients,  deal  with  the  many  third  party  pay- 
ors, and  still  do  battle  with  increasing  malpractice  pre- 
miums. 

I am  sure  Dr.  Jayakody  sometimes  feels  that  no 
one  is  concerned  about  the  problems  private  physi- 
cians are  facing.  This  is  really  not  the  case.  We  also 
are  frustrated,  but  do  not  have  nearly  enough  answers 
to  the  indigent  health  care  funding  issue.  But  I want 
to  add  that  we  will  always  listen  to  physicians  and  make 
whatever  changes  we  can. 

Fredia  S.  Wadley,  M.D. 

Chief  Medical  Officer 

Dept,  of  Health  and  Environment 

Cordell  Hull  Bldg. 

Nashville,  TN  37219 


Medical  Practice — 1987  Style 

To  the  Editor: 

I have  become  quite  concerned  as  I have  watched 
the  practice  of  medicine  unfold  in  this  community,  as 
well  as  nationwide.  We  have  a profession  that  is  in  the 
greatest  demand  and  yet  we  have  voluntarily  given  up 
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our  freedom  to  Medicare,  the  HMOs,  the  PROs,  the 
Health  Nets,  CareChoices,  the  Mid-South  Founda- 
tion, etc.  We  have  let  anyone  who  wanted  to  dictate 
to  us  how  we  practice  medicine  and  what  we  charge 
for  it.  The  aforementioned  groups  have  successfully 
made  a very  poorly  disguised  attempt  and  have  been 
successful  at  reducing  our  income  and,  at  the  same 
time,  enhancing  their  own.  The  money  that  comes  out 
of  your  pocket  goes  to  pay  the  middle  man,  who  has 
never  been  in  the  picture  before  and  wrho  should  not 
be  there  now. 

The  total  cost  of  health  care  is  not  going  down.  The 
money  is  just  being  redistributed.  Every  one  of  you 
works  as  a physician  and  in  medicine  to  make  a living. 
There  are  not  too  many  saints  out  there  among  you 
who  would  be  practicing  medicine  if  you  were  not 
making  a living  at  it.  So,  therefore,  I think  we  need  to 
approach  this  problem  from  a different  stance.  And  I 
think  we  need  to  play  hard  ball! 

Higher  medical  organizations  have  relied  on  politi- 
cal lobbying,  which  with  either  party  is  a farce.  We  are 
living  under  one  of  the  most  oppressive  governments 
in  history,  and  we  are  going  hat-in-hand  to  politicians 
saying  “Please  don’t  tighten  the  noose  one  more 
notch.”  We  believe  that,  if  they  do  tighten  it,  we'll 
just  be  able  to  adapt  to  it.  The  Jews  in  Nazi  Germany 
thought  that  each  step  would  be  acceptable  and  that 
they  could  tolerate  each  and  every  change. 

If  we  don’t  stand  together  in  a strong  union  support 
group,  or  whatever  you  want  to  call  it,  our  profession 
as  we  know  it  is  done.  We  must  be  prepared  to  ignore 
the  law,  to  withhold  services,  to  do  whatever  it  takes 
to  maintain  our  own  integrity  and  maintain  control  of 
our  own  destiny.  Each  of  you,  and  I am  including  my- 
self, has  joined  organizations  that  have  felt  free  to 
lower  our  fees,  to  withhold  payment,  to  delay  pay- 
ment, the  idea  being  that  we  are  going  to  get  more 
patients.  I don't  know  where  you  think  you  are  going 
to  get  more  patients  from,  unless  it’s  to  take  them  away 
from  your  fellows.  We  are  so  afraid  of  losing  one  pa- 
tient or  one  dollar  that  we  are  willing  to  sacrifice  our 
freedom  for  someone’s  guarantee  that  we  will  be  sup- 
plied patients.  We're  fools!  Medicare  has  directly  in- 
tervened into  the  practice  of  ophthalmology  and  anes- 
thesiology to  my  knowledge,  as  of  this  time;  it  has 
reduced  fees  by  a minimum  of  25%  and  is  looking  at 
15%  to  20%  more.  I know  of  no  other  business  that 
can  stand  that  type  of  reduction. 

It  doesn't  take  every  physician  in  America  to  stand 
together  and  tell  the  organizers  that  we  will  not  work 
for  them.  It  would  only  take  the  physicians  of  Wil- 
liamson County  or  Davidson  County,  or  both.  No  one 
is  going  to  help  us  except  ourselves.  No  politician  is 
going  to  help  you  to  save  your  professional  and  finan- 
cial integrity.  In  fact,  they  are  working  in  the  opposite 
direction.  Your  voice  amounts  to  nothing.  The  only 
thing  you  have  is  your  skill  as  a physician  and  your 
ability  to  say  when  you  will  work  and  who  you  will 
work  for. 

I think  the  hour  is  very  late.  How  much  will  you 
take  before  you  react? 


in  memofkim 


William  F.  Encke,  age  60.  Died  February  19,  1987. 
Graduate  of  Tulane  University  School  of  Medicine. 
Member  of  Williamson  County  Medical  Society. 

Shelby  James  Gregory,  age  29.  Died  March  3,  1987. 
Graduate  of  University  of  Tennessee  School  of  Medi- 
cine. Member  of  Carter  County  Medical  Society. 

Harry  T.  Moore,  Jr.,  age  66.  Died  February  24,  1987. 
Graduate  of  University  of  Tennessee  College  of  Med- 
icine. Member  of  Nashville  Academy  of  Medicine. 

Brian  T.  Shorney,  age  65.  Died  February  15,  1987. 
Graduate  of  Vanderbilt  University  School  of  Medi- 
cine. Member  of  Nashville  Academy  of  Medicine. 


neui  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

BLOUNT  COUNTY  MEDICAL  SOCIETY 

Ricky  T.  Mohon,  M.D.,  Maryville 
Melissa  E.  Trekell,  M.D.,  Maryville 

CARTER  COUNTY  MEDICAL  SOCIETY 

Robert  E.  Grindstaff,  M.D.,  Johnson  City 

CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

Mark  William  Bookout,  M.D.,  East  Ridge 
Biram  C.  Hicks,  M.D.,  Chattanooga 
Karim  Naguib  Iskander,  M.D.,  Rossville,  GA 

CONSOLIDATED  MEDICAL  ASSEMBLY  OF 
WEST  TENNESSEE 

Charles  McCall,  M.D.,  Jackson 

KNOXVILLE  ACADEMY  OF  MEDICINE 

Terry  Lee  Adams,  M.D.,  Knoxville 
Wilson  C.  Beamer,  M.D.,  Knoxville 
Gregg  H.D.  Kesterson,  M.D.,  Knoxville 
Frederick  A.  Klein,  M.D.,  Knoxville 
Thomas  J.  Ryan,  M.D.,  Knoxville 
Hafeezul  H.  Siddiqui,  M.D.,  Knoxville 

MARSHALL  COUNTY  MEDICAL  SOCIETY 

George  Bone,  M.D.,  Lewisburg 


John  M.  Omohundro,  III,  M.D.  MEMPHIS-SHELBY  COUNTY 
1325  Carters  Creek  Pike  MEDICAL  SOCIETY 

Franklin,  TN  37064  Gary  Kimzey,  M.D.,  Memphis 
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NASHVILLE  ACADEMY  OF  MEDICINE 

Yilmaz  Eryasa,  M.D.,  Nashville 


NORTHWEST  TENNESSEE  ACADEMY 
OF  MEDICINE 

George  Gasel,  M.D. , Union  City 
Ramakant  M.  Malay,  M.D.,  Dyersburg 

WASHINGTON-UNICOI- JOHNSON  COUNTY 
MEDICAL  ASSOCIATION 

Stephen  T.  Box,  M.D.,  Johnson  City 
Sue  McCoy,  M.D.,  Johnson  City 
Carol  F.  Owais,  M.D.,  Johnson  City 
Wisam  N.  Owais,  M.D.,  Johnson  City 
T.  Allen  Polk,  M.D.,  Piney  Flats 

WILLIAMSON  COUNTY  MEDICAL  SOCIETY 

William  R.  Halliday,  M.D.,  Brentwood 


pcr/oftol  ncui/ 


Wayne  T.  Scott,  M.D.,  Chattanooga,  has  been  certi- 
fied as  a Diplomate  of  the  American  Board  of  Internal 
Medicine. 


announcement/ 


CALENDAR  OF  MEETINGS 


June  1-5 

June  7-9 

June  10-12 
June  11-13 

June  11-14 
June  13-16 
June  15-17 

June  26-27 
June  28-July  2 

July  3-5 
July  5-9 


NATIONAL 

International  Conference  on  AIDS  (spon- 
sored by  US  Public  Health  Service  and 
World  Health  Organization) — Washington 
Hilton,  Washington,  D.C. 

American  Diabetes  Association — Hyatt  Re- 
gency, Indianapolis 
Endocrine  Society — Indianapolis 
34th  Annual  Mountaintop  Medical  Assem- 
bly (sponsored  by  Haywood  County  [NC] 
Medical  Society) — Waynesville  Country 
Club,  Waynesville,  N.C. 

American  Association  of  Neuropatholo- 
gists— Seattle 

Eye  Bank  Association  of  America — Grand 
Hotel,  Mackinac  Island,  Mich. 

NIH  Consensus  Development  Conference  on 
the  Management  of  Clinically  Localized 
Prostate  Cancer  (cosponsored  by  National 
Cancer  Institute) — Bethesda,  Md. 
Association  of  Pakistani  Physicians — Chicago 
American  Orthopedic  Society  for  Sports 
Medicine — Orlando,  Fla. 

North  Carolina  Medical  Society,  17th  An- 
nual Sports  Medicine  Symposium — Block- 
ade Runner  Hotel,  Wrightsville  Beach,  N.C. 
Health  Physics  Society — Hotel  Utah/Salt 
Lake  City  Convention  Center 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Twenty-nine  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during 
February  1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Maysoon  S.  Ali,  M.D.,  Waverly 
Subhi  D.  S.  Ali,  M.D.,  Waverly 
Ira  L.  Arnold,  M.D.,  Chattanooga 
Leland  L.  Atkins,  M.D.,  Memphis 
George  F.  Bale,  M.D.,  Memphis 
Robert  R.  Bendt,  M.D.,  Nashville 
Terry  M.  Bingham,  M.D.,  Harriman 
Donald  R.  Campbell,  M.D.,  Chattanooga 
Nicholas  H.  Edwards,  M.D.,  Grand  Junction 
William  E.  Elliott,  M.D.,  Maryville 
John  W.  Ellis,  M.D.,  Trenton 
Charles  W.  Hawkins,  M.D.,  Chattanooga 
John  W.  Lamb,  M.D.,  Nashville 
Stephen  M.  Lazarus,  M.D.,  Knoxville 
Vichien  Torch,  M.D.,  Knoxville 
Herbert  T.  McCall,  M.D.,  Madison 
Oscar  M.  McCallum,  M.D.,  Henderson 
Alexander  C.  McLeod,  M.D.,  Nashville 
O.  L.  Merritt,  M.D.,  Dandridge 
James  B.  Millis,  M.D.,  Nashville 
James  N.  Moore,  M.D.,  Nashville 
Lovett  P.  Reddick,  M.D.,  Kingsport 
Allen  L.  Schlamp,  M.D.,  Jackson 
Abram  C.  Shmerling,  M.D.,  Nashville 
Avron  A.  Slutsky,  M.D.,  Memphis 
Robert  C.  Taylor,  M.D.,  Signal  Mountain 
Susan  G.  Thurmond,  M.D.,  Memphis 
William  P.  Titus,  III,  M.D.,  Nashville 
George  H.  Wood,  M.D.,  Knoxville 


July  10-12 


July  13-15 


July  13-15 
July  21-26 


July  29-Aug.  3 


Olympic  Festival  Congress  on  Sports  Medi- 
cine and  Science — Part  I:  Sports  Medicine 
and  Science  Issues  and  Trends — Univ.  of 
North  Carolina,  Chapel  Hill 
Olympic  Festival  Congress  on  Sports  Medi- 
cine and  Science — Part  II:  Athletic  Injuries 
Prevention  and  Treatment — Duke  Univ., 
Durham,  N.C. 

NIH  Consensus  Development  Conference  on 
Neurofibromatosis — Bethesda,  Md. 

World  Association  of  Societies  of  Pathology 
(Anatomic  and  Clinical)— Sheraton  Hotel, 
Washington,  D.C. 

International  Doctors  in  Alcoholics  Anony- 
mous— Lexington  Marriott  Resort,  Lexing- 
ton, Ky. 
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Abstract  of  the  Proceedings  of  the  House  of  Delegates 

Of  the  Tennessee  Medical  Association 
Knoxville,  Tennessee — April  8-11 , 1987 


Call  to  Order 

The  152nd  annual  meeting  of  the  Tennessee  Medical  As- 
sociation was  conducted  in  Knoxville.  Tennessee.  April  8-11. 
1987,  with  headquarters  in  the  Hyatt  Regency  Hotel.  The 
House  of  Delegates  met  initially  at  3:00  pm,  April  8,  1987. 
with  Malcolm  R.  Lewis.  M.D.,  Nashville,  presiding  as  speak- 
er of  the  House  and  F.  Hammond  Cole,  Jr.,  M.D..  Mem- 
phis, as  vice  speaker. 

Invocation 

At  the  opening  session.  John  H.  Burkhart,  M.D..  Knox- 
ville, gave  the  invocation:  “Let  us  pray.  Almighty  God.  when 
we  consider  the  heavens,  the  work  of  your  hands,  the  earth, 
the  moon  and  the  stars  which  you  have  ordained,  what  is 
man  that  you  are  mindful  of  him?  And  yet  you  have  created 
him  and  you  have  given  him  life  and  health  and  joy.  But  you 
have  also  decreed  the  inevitability  of  his  death,  the  threats  to 
his  health  and  the  uncertainty  of  his  pleasure.  We  believe 
that  to  better  protect  him  against  those  forces  which  assail 
him,  you  have  called  to  be  your  servants  some  who,  by  mo- 
tivation, training  and  proper  behavior,  have  the  honor  to  be 
called  physicians.  And  that  is  why  we  are  here  today.  To 
meet  together,  to  work  and  to  plan  how  to  humbly  deserve 
the  title  physician  and  how  to  faithfully  respond  to  your 
charge.  Bless  us  in  our  efforts,  for  this  is  our  constant  need. 
Amen.1’ 

Report  of  the  Committee  on  Credentials 

Mary  B.  Duffy,  M.D.,  Knoxville,  chairman  of  the  Com- 
mittee on  Credentials,  reported  there  was  a quorum  present. 
The  speaker  declared  the  House  was  in  session. 

1986  Minutes  Approved 

The  speaker  announced  that  an  abstract  of  the  minutes  of 
the  last  regular  session  of  the  House  of  Delegates  was  repro- 
duced in  the  June  1986  issue  of  the  Journal  of  the  Tennessee 
Medical  Association.  It  was  moved  and  seconded  that  the  ab- 
stracted minutes  of  the  1986  session  of  the  House  of  Dele- 
gates be  approved  as  published  in  the  June  1986  issue  of  the 
Journal.  The  motion  was  adopted. 


Reference  Committees 

The  speaker  announced  the  members  of  the  reference 
committees  to  consider  reports,  resolutions,  amendments,  and 
all  matters  requiring  action  by  the  House  of  Delegates. 

REFERENCE  COMMITTEE  ON  CREDENTIALS 
Mary  B.  Duffy,  M.D.,  Knoxville,  Chairman 
Hugh  E.  Green,  M.D.,  Carthage 
Eugene  J.  Spiotta,  Jr..  M.D.,  Memphis 

REFERENCE  COMMITTEE  ON  AMENDMENTS 
TO  THE  CONSTITUTION  AND  BYLAWS 
John  H.  Burkhart,  M.D.,  Knoxville,  Chairman 
John  L.  Farringer.  Jr..  M.D.,  Nashville 
C.  Eugene  Jabbour,  M.D.,  Memphis 

REFERENCE  COMMITTEE  A 
H.  Victor  Braren,  M.D.,  Nashville,  Chairman 
Dennis  A.  Higdon,  M.D.,  Memphis 
Marvin  D.  Peterson,  M.D.,  Maryville 

REFERENCE  COMMITTEE  B 

Oscar  M.  McCallum,  M.D.,  Henderson,  Chairman 

Hal  S.  Stubbs,  M.D.,  Bristol 

Cullen  R.  Merritt,  II,  M.D.,  Nashville 

REFERENCE  COMMITTEE  C 
Thomas  A.  Currey,  M.D.,  Memphis,  Chairman 
Lawrence  R.  Nickell,  M.D..  Columbia 
R.  Leslie  Hargrove,  M.D.,  Knoxville 

REFERENCE  COMMITTEE  D 

Richard  M.  Pearson,  M.D.,  Memphis,  Chairman 

Randall  G.  Samples,  M.D.,  Cookeville 

Joel  E.  Avery,  M.D.,  Chattanooga 

COMMITTEE  ON  OUTSTANDING 

PHYSICIAN  OF  THE  YEAR  AWARD 

Nat  E.  Hyder,  Jr.,  M.D.,  Johnson  City,  Chairman 

Thomas  K.  Ballard,  M.D.,  Jackson 

Clarence  R.  Sanders,  M.D.,  Gallatin 
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Nominating  Committees 

As  required  in  the  Bylaws,  the  Board  of  Trustees  ap- 
pointed a Nominating  Committee  with  representatives  from 
each  of  the  three  grand  divisions  of  the  state.  The  speaker 
announced  the  committee  members. 

EAST  TENNESSEE 
Duane  C.  Budd,  M.D.,  Johnson  City 
Pete  S.  Soteres,  M.D.,  Chattanooga 
R.  Kent  Farris,  M.D.,  Knoxville 

MIDDLE  TENNESSEE 
William  J.  Pedigo,  Jr.,  M.D.,  Clarksville 
James  W.  Hays,  M.D.,  Nashville 
Charles  E.  Jordan,  III,  M.D.,  Cookeville 

WEST  TENNESSEE 
James  W.  Shore,  M.D.,  Martin 
Phillip  A.  Pedigo,  M.D.,  Memphis 
Charles  W.  White,  M.D.,  Lexington 


ELECTION  BY 
HOUSE  OF  DELEGATES 
APRIL  11,  1987 


The  preliminary  report  of  the  Nominating  Committee  was 
presented  in  the  first  session  of  the  House  of  Delegates  on 
Wednesday,  April  8,  1987.  The  final  report  of  the  Nominat- 
ing Committee  was  presented  on  Saturday,  April  11,  1987  at 
the  closing  session  of  the  House.  Nominees  submitted  by  the 
committee  were  voted  upon  individually,  and  in  each  in- 
stance the  speaker  called  for  additional  nominations  from  the 
floor.  The  following  were  elected. 


Newly  elected  President-Elect 
John  B.  Thomison,  M.D.,  Nashville 


President-Elect — John  B.  Thomison,  M.D.,  Nashville 
Speaker — F.  Hammond  Cole,  Jr.,  M.D.,  Memphis 
Vice-Speaker — George  H.  Wood,  M.D.,  Knoxville 
Vice-President  (West  Tennessee) 

Thomas  A.  Currey,  M.D.,  Memphis 
Vice-President  (Middle  Tennessee ) 

William  C.  Beazley,  M.D.,  Clarksville 
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Vice-President  (East  Tennessee) 

Clarence  Goulding,  Jr.,  M.D.,  Johnson  City 
AM  A Delegate  (Middle  Tennessee) 

John  B.  Thomison,  M.D.,  Nashville 
(January  1,  1988-December  31,  1989) 

AMA  Alternate  Delegate  (Middle  Tennessee) 

Clarence  R.  Sanders,  M.D.,  Gallatin 
(January  1,  1988-December  31 , 1989) 

AMA  Alternate  Delegate  (Middle  Tennessee) 

Clarence  R.  Sanders,  M.D.,  Gallatin 

(April  11,  1987-December  31,  1987) — filling  unexpired  term 

of  Dr.  George  W.  Holcomb,  Jr. 

AMA  Delegate  (Middle  Tennessee) 

John  S.  Derryberry,  M.D.,  Shelbyville 
(January  1,  1988-December  31,  1989) 

AMA  Alternate  Delegate  (Middle  Tennessee) 

Thurman  L.  Pedigo,  M.D.,  McMinnville 
(January  1,  1988-December  31,  1989) 

AMA  Delegate  (West  Tennessee) 

Allen  S.  Edmonson,  M.D.,  Memphis 
(January  1,  1988-December  31,  1989) 

AMA  Alternate  Delegate  (West  Tennessee) 

Hugh  Francis,  Jr.,  M.D.,  Memphis 
(January  1,  1988-December  31,  1989) 

AMA  Alternate  Delegate  (West  Tennessee) 

A.  Roy  Tyrer,  Jr.,  M.D.,  Memphis 
(January  1,  1988-December  31,  1988) — filling 
unexpired  term  of  Dr.  Allen  S.  Edmonson 
AMA  Delegate  (State-at- Large) 

George  A.  Zirkle,  Jr.,  M.D.,  Knoxville 
(April  11,  1987-December  31,  1988) 

AMA  Alternate  Delegate  ( State-at- Large ) 

Francis  W.  Gluck,  Jr.,  M.D.,  Nashville 
(April  11,  1987-December  31,  1988) 

AMA  Alternate  Delegate  (State-at- Large) 

James  R.  Royal,  M.D.,  Chattanooga 
(April  11,  1987-December  31,  1988) — filling 
unexpired  term  of  Dr.  George  A.  Zirkle,  Jr. 

AMA  Young  Physician  Section  Delegate 
James  C.  Fleming,  M.D.,  Memphis  (1987) 

AMA  Young  Physician  Section  Alternate  Delegate 
Ann  H.  Price,  M.D.,  Nashville  (1987) 

TRUSTEES 
East  Tennessee: 

Hal  S.  Stubbs,  M.D.,  Bristol  (1990) 

Middle  Tennessee: 

William  M.  Young,  M.D.,  Fayetteville  (1990) 

West  Tennessee: 

Evelyn  B.  Ogle,  M.D.,  Memphis  (1990) 

James  T.  Craig,  Jr.,  M.D.,  Jackson  (1990) 

COUNCILORS 

Second  District — Robert  M.  Overholt,  M.D.,  Knoxville  (1989) 
Third  District — John  F.  Boxell,  M.D.,  Chattanooga  (1988) — 
filling  unexpired  term  of  Dr.  Robert  W.  Myers,  Sr. 

Lourth  District — Will  G.  Quarles,  Jr.,  M.D.,  Livingston  (1989) 
Sixth  District — Howard  L.  Salyer,  M.D.,  Nashville  (1989) 
Eighth  District — Montie  E.  Smith,  Jr.,  M.D.,  Selmer  (1989) 
Tenth  District — Dennis  A.  Higdon,  M.D.,  Memphis  (1989) 

THE  ABOVE  WERE  ELECTED  BY  THE  HOUSE  OF 
DELEGATES 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


AMENDMENTS  TO  THE 
CONSTITUTION  AND  BYLAWS 


The  speaker  reported  that  there  was  one  amendment  to 
the  Constitution  lying  on  the  table,  one  new  amendment  to 
the  Constitution,  and  two  new  amendments  to  the  Bylaws  to 
be  considered  at  this  session  by  the  House. 


The  proposed  amendments  to  the  Constitution  and 
Bylaws  are  shown  below,  with  proposed  new  language 
shown  in  boldface  type  and  material  to  be  deleted 
shown  in  italics  and  enclosed  in  brackets. 


AMENDMENTS  TO  THE  CONSTITUTION 
LYING  ON  THE  TABLE 

CONSTITUTIONAL  AMENDMENT  NO.  1-86 

Dues  Exemption  for  Retired  Members 

Whereas,  Physicians  who  have  retired  from  the  active 
practice  of  medicine  before  the  age  of  65  may  be  financially 
unable  to  pay  the  required  dues;  and 

Whereas,  The  physicians  may  have  been  members  of  or- 
ganized medicine  for  a number  of  years;  and 

Whereas,  These  physicians  are  still  important  members  of 
the  medical  community.  Now,  therefore  be  it 

RESOLVED , That  Article  IV  of  the  Constitution  be 
amended  as  follows: 

Sec.  4.  Veteran  members  are  those  who,  because  of  age, 
[or]  impaired  health,  or  retirement,  have  been  elected  veter- 
an members  of  their  component  societies,  and  who  are  so 
certified  to  the  Association  annually  by  the  component  soci- 
eties. Members  who  have  attained  age  70  or  have  fully  retired 
in  the  previous  calendar  year  [,  or  age  65  if  fully  retired ,]  may 
be  elected  veteran  members  for  the  current  and  subsequent 
years  provided  they  have  been  members  in  good  standing  for 
the  previous  five  years.  Members  who  are  not  practicing  med- 
icine because  of  impaired  health  may  be  elected  veteran 
members  during  the  first  year  of  disability  and  thereafter  for 
as  long  as  the  disability  exists. 

ACTION:  NOT  ADOPTED 


AMENDMENTS  TO  THE  CONSTITUTION 


CONSTITUTIONAL  AMENDMENT  NO.  1-87 
Medical  Student  Section 

Whereas,  The  House  of  Delegates  of  the  Tennessee  Med- 
ical Association  has  voted  to  establish  a Medical  Student  Sec- 
tion. Now,  therefore  be  it 


RESOLVED,  That  Article  VI  of  the  Constitution  be 
amended  by  adding  a new  Section  3 as  follows: 

Sec.  3.  There  shall  be  a Medical  Student  Section  to  provide 
representation  for  the  interests  of  medical  students  within  the 
structure  of  the  Association.  The  medical  students  of  each  Li- 
aison Committee  on  Medical  Education  accredited  medical 
school  in  the  state  shall  be  entitled  to  representation  in  the 
section.  All  members  must  be  members  of  the  Association.  The 
Medical  Student  Section  shall  be  organized  under  a governing 
body  and  shall  elect  one  delegate  to  represent  it  in  the  House 
of  Delelgates  of  the  Association. 

ACTION:  Lying  on  the  table  to  be  acted  upon  during  the 
House  of  Delegates  session  at  the  1988  annual  meeting. 


AMENDMENTS  TO  THE  BYLAWS 


BYLAW  AMENDMENT  NO.  1-87 
Committee  on  Group  Insurance 

Whereas,  The  Tennessee  Medical  Association  Board  of 
Trustees,  in  July  of  1985,  authorized  the  formation  of  The 
TMA  Association  Insurance  Agency,  Inc.  for  the  purpose  of 
consolidating  the  various  TMA  sponsored  group  insurance 
programs  into  one  agency  with  one  administrator;  and 

Whereas,  The  TMA  Association  Insurance  Agency,  Inc. 
now  provides  a comprehensive  and  broad  range  of  improved 
insurance  programs  for  TMA  members,  families,  and  em- 
ployees; and 

Whereas,  The  TMA  Association  Insurance  Agency,  Inc. 
is  managed  by  experienced,  competent  insurance  profession- 
als with  appropriate  physician  input,  including  its  president, 
who  is  the  former  chairman  of  the  TMA  Insurance  Commit- 
tee; and 

Whereas,  This  agency  is  serving  the  Association  well  and 
there  is  no  longer  a need  for  a committee  on  group  insurance 
within  the  Association’s  organizational  structure.  Now, 
therefore  be  it 

RESOLVED,  That  Chapter  VII,  Section  12  of  the  By- 
laws be  amended  by  deletion  and  the  following  sections  re- 
numbered accordingly: 

[Sec.  12.  The  Committee  on  Tennessee  Medical  Associa- 
tion Group  Insurance  shall  be  composed  of  not  more  than  six 
members  representing  the  three  grand  divisions  of  the  state.  It 
shall  be  the  duty  of  this  committee  to  attend  to  all  group  insur- 
ance in  which  this  Association  is  or  may  become  interested.  It 
shall  have  the  power  to  select  insuring  companies,  accept  or 
reject  master  policies,  arrange  premium  rates,  and  act  as  trust- 
ees for  this  Association  in  the  matter  of  such  group  insurance. 
All  actions  of  the  committee  shall  be  subject  to  the  approval 
of  the  Board  of  Trustees.  The  chairman  of  the  committee  shall 
be  designated  by  the  Board  of  Trustees.  He  shall  report  an- 
nually to  the  House  of  Delegates.] 

REFERENCE  COMMITTEE  ON  AMENDMENTS  TO 
THE  CONSTITUTION  AND  BYLAWS — recommended 
adoption  of  Bylaw  Amendment  No.  1-87. 

ACTION:  ADOPTED 


JUNE,  1987 
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BYLAW  AMENDMENT  NO.  2-87 
Nominating  Committee 

RESOLVED,  That  Chapter  IV  of  the  Bylaws  be  amend- 
ed as  follows: 

Sec.  2.  On  or  before  March  1 each  year,  preceding  the 
annual  meeting,  the  Board  of  Trustees  shall  select  nine  del- 
egates to  compose  a Nominating  Committee.  The  Board  of 
Trustees  shall  also  appoint  a non-voting  advisory  member  from 
the  Committee  on  Constitution  and  Bylaws.  . . . 

REFERENCE  COMMITTEE  ON  AMENDMENTS  TO 
THE  CONSTITUTION  AND  BYLAWS — recommended 
adoption  of  Bylaw  Amendment  No.  2-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTIONS 


The  reference  committees  have  the  option  of  recommend- 
ing a resolution  for  adoption  or  rejection,  for  adoption  as 
amended  or  substituted,  for  referral,  or  for  no  action.  The 
resolutions  that  follow  are  in  the  form  in  which  they  were 
adopted,  not  adopted,  or  referred  by  the  House  of  Delegates. 
Resolutions  No.  6-87  and  No.  23-87  were  withdrawn. 

RESOLUTION  NO.  1-87 
Sunset  Provision  for  Resolutions 

By:  Arden  J.  Butler,  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  In  1980,  the  House  of  Delegates  adopted  policy 
calling  for  resolutions  to  automatically  become  void  after  sev- 
en years,  unless  reintroduced  and  reaffirmed  by  the  House  of 
Delegates;  and 

Whereas,  This  procedure  has  been  extremely  effective  in 
the  timely  retirement  of  resolutions  that  have  either  outlived 
their  purpose  or  action  called  for  has  been  accomplished;  and 
Whereas,  It  is  the  desire  of  this  House  of  Delegates  to 
continue  this  sunset  policy.  Now,  therefore  be  it 

RESOLVED,  That  the  House  of  Delegates  reaffirm  its  pol- 
icy for  resolutions  to  expire  after  seven  years,  unless  reintro- 
duced and  reaffirmed  prior  to  that  time;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  annual 
meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  C — recommended  adoption  of 
Resolution  No.  1-87. 

ACTION:  ADOPTED 


RESOLUTION  NO.  2-87 

Mandatory  Auto  Safety  Belt  Usage 

By:  Arden  J.  Butler,  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  The  General  Assembly  of  the  state  of  Tennes- 
see enacted  mandatory  auto  seat  belt  legislation  which  was 
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codified  in  TCA  55-9-603;  and 

Whereas,  Included  in  that  statute  is  a provision  for  ex- 
emption based  upon  medical  conditions;  and 

Whereas,  To  qualify  under  this  exemption,  the  patient 
must  be  duly  certified  in  writing  by  a physician  as  to  the  “na- 
ture of  the  handicap  as  well  as  the  reason  such  restraint  is 
inappropriate”;  and 

Whereas,  Most  authorities  in  the  area  of  automobile  safe- 
ty indicate  that  exemptions  based  on  medical  conditions  should 
be  minimized.  Now,  therefore  be  it 

RESOLVED,  That  the  House  of  Delegates  of  the  Ten- 
nessee Medical  Association  encourage  the  members  of  the 
Association  to  authorize  exemption  only  in  those  instances 
where  safety  considerations  afforded  by  seat  belt  usage  are 
outweighed  by  the  appropriateness  of  restraints  given  physi- 
cal handicap;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  B — recommended  adoption  of 
Resolution  No.  2-87. 

ACTION:  ADOPTED 


RESOLUTION  NO.  3-87 
Reaffirmation  of  Peer  Review  Guidelines 

By:  Arden  J.  Butler.  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  In  1980,  the  Tennessee  Medical  Association 
adopted  guidelines  for  peer  review  and  mediation  committees 
and  recommended  component  societies  also  adopt  such;  and 
Whereas,  The  Tennessee  Medical  Association  in  1984 
combined  peer  review  and  mediation  functions  into  the  Peer 
Review  Committee;  and 

Whereas,  The  policy  adopted  in  1980  has  worked  well  and 
should  be  continued.  Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
House  of  Delegates  reaffirm  previous  policy  and  direct  that 
future  requests  for  third-party  payors  for  claims  review  by  the 
Tennessee  Medical  Association  Peer  Review  Committee  be 
denied  in  such  cases  when  the  carrier  has  made  a prejudg- 
ment of  the  appropriateness  of  services  rendered  or  the 
charges  made  for  such  services  and  has  so  informed  the  pa- 
tient (policyholder)  of  that  decision;  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
component  societies  be  informed  of  this  action  and  recom- 
mend that  the  societies  also  adopt  such  a resolution  refusing 
to  honor  requests  for  peer  review  when  inflammatory  state- 
ments have  been  made  by  the  third-party  payor  to  the  pa- 
tient; and  be  it  further 

RESOLVED,  That  the  House  of  Delegates  adopt  as  pol- 
icy the  concept  that  the  Tennessee  Medical  Association  Peer 
Review  Committee  be  available  to  the  patient  for  mediation 
of  a complaint  regarding  treatment  upon  written  request  to 
the  committee  from  the  patient;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  C — recommended  adoption  of 
Resolution  No.  3-87. 

ACTION:  ADOPTED 
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RESOLUTION  NO.  4-87 
Opposition  to  Fee  Splitting 

By:  Howard  L.  Salyer,  M.D.,  Chairman 
TMA  Judicial  Council 

Whereas,  Medicine  is  an  honorable  profession  with  tra- 
ditions and  values  that  must  be  maintained  in  order  to  ensure 
the  public’s  respect  and  trust;  and 

Whereas;  It  is  in  the  best  interest  of  the  patient  that  re- 
ferrals be  primarily  based  upon  competence  of  the  physician 
to  whom  the  patient  is  referred;  and 

Whereas,  The  splitting  of  fees  creates  an  economic  bias 
against  such  ethical  referral  principles;  and 

Whereas,  The  division  of  fees,  or  agreeing  to  divide  or 
split  a fee  for  professional  services  for  referring  a patient,  is 
grounds  for  suspension  or  revocation  of  license  to  practice 
medicine  according  to  Tennessee  Code  Annotated,  Section 
63-1-120  (12);  and 

Whereas,  Fee  splitting  is  also  unethical  according  to  the 
Current  Opinions  of  the  AMA  Council  on  Ethical  and  Judi- 
cial Affairs  1986,  Section  6.04;  and 

Whereas,  A few  physicians,  who  violate  the  code  of  eth- 
ics, may  sully  the  honor  of  the  entire  profession.  Now,  there- 
fore be  it 

RESOLVED , That  the  Tennessee  Medical  Association 
endorse  the  strict  enforcement  of  Tennessee  Code  Annotat- 
ed, Section  63-1-120  (12),  and  send  a copy  of  this  resolution 
to  the  commissioner  of  Health  and  Environment,  asking  for 
his  support;  and  be  it  further 

RESOLVED , That  the  membership  of  the  Tennessee 
Medical  Association  be  reminded  of  the  unethical  and  illegal 
practice  of  fee  splitting;  and  be  it  further 

RESOLVED , That  the  membership  of  the  Tennessee 
Medical  Association  become  more  familiar  with  the  reports 
of  the  AMA  Council  on  Ethical  and  Judicial  Affairs;  and  be 
it  further 

RESOLVED , That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  C — recommended  adoption  of 
Resolution  No.  4-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  5-87 
Potentially  Unethical  Contracts 

By:  Howard  L.  Salyer,  M.D.,  Chairman 
TMA  Judicial  Council 

Whereas,  Physicians  are  faced  with  signing  participation 
contracts  from  various  HMOs,  PPOs,  and  IPAs;  and 

Whereas,  Most  contracts  are  drawn  to  the  benefit  of  the 
organization  and  not  the  physician;  and 

Whereas,  Financial  incentives  are  placed  before  the  phy- 
sician which  do  not  always  consider  the  physician's  ethical 
responsibility  to  his  patients;  and 

Whereas,  Many  contracts  are  being  signed  by  physicians, 
which  place  them  in  potentially  unethical  situations  by  re- 
warding them  for  not  referring  patients.  Now,  therefore  be  it 
RESOLVED,  That  the  Tennessee  Medical  Association, 
through  its  communications,  admonish  physicians  not  to  sign 
contracts  that  place  them  in  potentially  unethical  situations 


by  rewarding  them  financially  for  referring  or  not  referring 
patients;  and  be  it  further 

RESOLVED,  That  physicians  be  reminded  they  are  the 
patients’  advocates  and  have  affirmative,  ethical  obligations 
to  disclose  to  patients  or  referring  colleagues  their  ownership- 
interest  in  a facility  or  therapy  prior  to  utilization;  and  be  it 
further 

RESOLVED,  That  physicians  are  unethical  when  they 
exploit  the  patient  in  any  way  by  inappropriate  or  unneces- 
sary utilization;  and  be  it  further 

RESOLVED,  That  when  a physician’s  commercial  inter- 
est conflicts  so  greatly  with  his  patient’s  interest  as  to  be  in- 
compatible, the  physician  should  make  alternative  arrange- 
ments for  the  care  of  the  patient;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  C — recommended  adoption  of 
Resolution  No.  5-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  7-87 
Opposition  to  Two-Level  Nursing  Concept 

By:  Arden  J.  Butler,  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  Nursing  education  is  of  vital  importance  to  the 
medical  profession;  and 

Whereas,  There  are  proposals  nationally  and  by  the  Ten- 
nessee Nurses’  Association  calling  for  entry  into  the  field  of 
nursing  to  be  at  two  levels,  baccalaureate  and  associate  de- 
grees, instead  of  the  present  four  levels,  baccalaureate  de- 
gree, associate  degree,  diploma,  and  the  licensed  practical 
nursing  program;  and 

Whereas,  There  continues  to  be  a shortage  of  nurses 
throughout  Tennessee,  and  the  two-level  concept  would  fur- 
ther decrease  the  availability  of  nurses  to  hospitals  and  there- 
by increase  the  cost  of  medical  care;  and 

Whereas,  There  is  serious  question  as  to  whether  there 
exists  an  adequate  number  of  positions  in  baccalaureate-level 
nursing  programs,  as  well  as  the  availability  of  qualified  in- 
structors to  meet  the  increased  demand  as  a result  of  the  im- 
plementation of  the  two-level  proposal;  and 

Whereas,  Former  Governor  Alexander  created  a Com- 
mission on  Nursing  to  study  this  issue;  and 

Whereas,  The  Tennessee  Medical  Association,  in  accord- 
ance with  the  position  previously  adopted  by  the  House  of 
Delegates,  provided  testimony  to  the  Commission  on  Nursing 
in  opposition  to  the  two-level  concept  of  nursing  education. 
Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
continue  to  oppose  the  two-level  concept  of  nursing  and  en- 
courage expanded  nursing  training  on  all  four  levels,  bacca- 
laureate degree,  associate  degree,  diploma,  and  the  licensed 
practical  nursing  program;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  D — recommended  adoption  of 
Resolution  No.  7-87. 

ACTION:  ADOPTED 


JUNE,  1987 
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SUBSTITUTE  RESOLUTION  NO.  8-87 
Committee  to  Monitor  Peer  Review  Organizations  (PROs) 

By:  Arden  J.  Butler,  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  The  Tennessee  Medical  Association  has  en- 
dorsed Mid-South  Foundation  for  Medical  Care  as  the  Peer 
Review  Organization  (PRO)  for  Tennessee  since  1983;  and 
Whereas,  Physicians  are  patient  advocates  in  matters  re- 
lating to  the  function  of  the  PRO;  and 

Whereas.  The  PRO  needs  more  physician  input  to  ensure 
the  physician-patient  relationship  is  maintained;  and 

Whereas,  Recent  activities  and  policy  implementation  by 
the  PRO  relating  to  retrospective  denials  and/or  sanctions  is 
potentially  damaging  to  the  physician  and  critical  to  quality 
patient  care.  Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
House  of  Delegates  instruct  the  Board  of  Trustees  to  estab- 
lish an  oversight  committee  to  monitor  the  activities  of  the 
Peer  Review  Organization  (PRO).  This  committee  should  be 
strongly  supported  by  the  staff  to  monitor  the  operations  of 
the  PRO  and  lend  aid  to  Tennessee  Medical  Association 
members  in  appealing  PRO  sanctions;  and  be  it  further 
RESOLVED,  That  the  Tennessee  Medical  Association 
address  those  aspects  of  PRO  sanctions  which  result  in  mak- 
ing the  attending  physician  liable  for  minimally  significant, 
unforeseen  events;  and  be  it  further 

RESOLVED , That  physicians  be  encouraged  to  tape  re- 
cord conversations  with  the  PRO  for  their  own  protection; 
and  be  it  further 

RESOLVED,  That  activity  regarding  retroactive  denials 
and  sanctions  be  voluntarily  reported  by  physicians  to  the 
Tennessee  Medical  Association  to  facilitate  the  monitoring  of 
the  PRO;  and  be  it  further 

RESOLVED,  That  a similar  resolution  be  presented  to 
the  American  Medical  Association  by  the  Tennessee  delega- 
tion, with  copies  of  the  resolution  going  to  the  Tennessee 
congressional  delegation,  the  director  of  the  Health  Care  Fi- 
nancing Administration,  and  the  Board  of  the  Mid-South 
Foundation  for  Medical  Care,  Inc.;  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
committee  to  monitor  PRO  report  its  findings  directly  to  the 
American  Medical  Association  Ad  Hoc  Committee  on  PRO 
in  order  to  facilitate  the  dissemination  of  such  information  to 
all  physicians;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A —offered  Substitute  Resolu- 
tion No.  8-87  to  replace  original  Resolutions  No.  8-87  and 
No.  1 7-87 ; recommended  adoption  of  Substitute  Resolution 
No.  8-87. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  9-87 

Opposition  to  Physician  Diagnosis  Related  Groups  (DRGs) 

By:  Donald  L.  Gaines,  M.D.,  Delegate 
TMA  Hospital  Medical  Staff  Section 

Whereas,  The  Office  of  Management  and  Budget  has  for- 
mulated a series  of  recommendations  regarding  the  Medicare 
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program;  and 

Whereas,  One  recommendation  would  combine  payment 
for  both  physician  services  and  hospital  services  for  all  hos- 
pital inpatient  stays  into  one  Diagnosis  Related  Group  (DRG) 
payment;  and 

Whereas,  The  OMB  proposal  would  also  provide  for  a 
differential  in  reimbursement  levels  for  participating  and  non- 
participating physicians;  and 

Whereas,  Such  a plan  would  be  the  forerunner  for  future 
efforts  to  provide  services  under  a capitation  system.  Now, 
therefore  be  it 

RESOLVED,  That  physicians  must  remain  the  patients' 
advocates  in  the  patients’  relationship  with  the  hospital;  and 
be  it  further 

RESOLVED,  That  physicians  should  never  compromise 
the  quality  of  care  they  provide  their  patients  in  order  to  con- 
serve costs;  and  be  it  further 

RESOLVED,  That  physicians  are  entitled  to  compensa- 
tion commensurate  with  services  rendered  and  should  not  re- 
ceive income  for  withholding  appropriate  care;  and  be  it  fur- 
ther 

RESOLVED,  That  physicians’  reimbursements  should  not 
be  included  with  hospital  reimbursement  in  a global  fee;  and 
be  it  further 

RESOLVED,  That  any  physician  economic  incentive  plan 
should  be  reviewed  by  the  medical  staff  with  assistance  of 
independent  legal  counsel;  and  be  it  further 

RESOLVED,  That  the  Tennessee  delegates  to  the  Amer- 
ican Medical  Association  House  of  Delegates  introduce  a 
similar  resolution;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A — recommended  adoption  of 
Resolution  No.  9-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  10-87 
Disability  Evaluation 

By:  Duane  C.  Budd,  M.D.„  Chairman 
TMA  Medical  Practice  Committee 

Whereas,  Many  patients  in  the  state  of  Tennessee  are  tru- 
ly disabled  and  need  financial  aid;  and 

Whereas,  Disability  decisions  in  Tennessee  are  made  by 
the  Disability  Determination  Section  (DDS),  a division  of  the 
Department  of  Human  Services;  and 

Whereas,  A recent  court  decision  in  a class  action  suit,  if 
properly  implemented,  will  result  in  a fundamental  change  in 
the  disability  determination  process  by  requiring  the  DDS  to: 
( 1 ) give  greater  weight  to  the  opinion  of  the  treating  physi- 
cian than  to  the  opinions  of  hired  consultants,  (2)  specifically 
ask  the  treating  physician  to  assess  an  individual’s  ability  to 
perform  work-related  activities,  and  (3)  obtain  necessary 
evaluations  and  testing  from  treating  physicians  rather  than 
hired  consultants  in  all  cases  where  the  treating  physician  is 
willing  and  qualified  to  perform  the  services;  and 

Whereas,  The  Tennessee  Medical  Association  believes  that 
the  above  changes  would  be  beneficial.  Now,  therefore  be  it 
RESOLVED,  That  the  Tennessee  Medical  Association 
encourage  cooperation  by  the  membership  with  the  Disability 
Determination  Section  whereby  the  treating  physician  may 
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have  greater  input  into  the  disability  determination  of  the  in- 
dividual; and  be  it  further 

RESOLVED,  That  physicians  be  encouraged  to  report  to 
the  Tennessee  Medical  Association  instances  of  noncompli- 
ance with  the  directives  of  the  court;  and  be  it  further 

RESOLVED,  That  a copy  of  this  resolution  be  sent  to 
the  Disability  Determination  Section  of  the  Department  of 
Human  Services;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  B — recommended  adoption  of 
Resolution  No.  10-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  11-87 
HIV  Infection  and  AIDS 

By;  Arden  J.  Butler,  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  The  conditions  related  to  the  human  immuno- 
deficiency virus  (HIV)  are  manifested  in  a significant  portion 
of  the  population  through  acquired  immunodeficiency  syn- 
drome (AIDS)  and  other  manifestations;  and 

Whereas,  HIV  is  a retrovirus  whose  genome  becomes 
permanently  integrated  into  its  host's  genetic  material,  and 
thus  may  infect  any  human  host  for  life;  and 

Whereas,  As  many  as  1.5  to  2.0  million  people  in  the 
United  States  may  be  infected  with  HIV,  and  an  undeter- 
mined but  significant  portion  of  those  will  develop  AIDS;  and 
Whereas,  By  early  1987  over  30,000  of  all  HIV  infected 
men,  women  and  children  from  all  states  in  the  United  States, 
and  over  175  in  Tennessee,  had  been  diagnosed  with  AIDS; 
and 

Whereas,  The  potential  medical,  social,  legal,  psycholog- 
ical and  economic  impact  of  HIV  infection  (including  AIDS) 
on  the  people  of  Tennessee  within  the  next  ten  years  repre- 
sents a large  and  unavoidable  burden  on  health  care  re- 
sources; and 

Whereas,  Any  person  infected  by  HIV  can  potentially 
transmit  the  virus  to  others;  and 

Whereas,  Transmission  of  HIV  occcurs  as  a result  of  sex- 
ual intercourse,  a sharing  of  blood,  or  from  infected  mothers 
to  their  infants,  and  there  is  no  known  risk  of  nonsexual  in- 
fection in  most  of  the  situations  people  encounter  in  their 
daily  lives;  and 

Whereas,  There  is  presently  no  vaccine  to  prevent  HIV 
infection  and  no  cure  for  AIDS;  and 

Whereas,  The  most  effective  deterrent  to  preventing  AIDS 
is  the  prevention  of  HIV  transmission  to  unexposed  people, 
and  aggressive  public  health  education  may  be  the  most  ef- 
fective way  to  reduce  the  risk  of  HIV  infection;  and 

Whereas,  The  occurrence  of  HIV  infection  can  be  pre- 
vented by  sexual  practices  which  prevent  the  transmission  of 
HIV;  and 

Whereas,  Physicians  are  uniquely  qualified  to  care  for  and 
counsel  HIV  infected  patients  and  are  looked  upon  by  the 
community  as  resources  for  information  and  education  about 
HIV  and  AIDS.  Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
urge  all  physicians  and  other  health  care  providers  in  Ten- 
nessee to  provide  appropriate  care  to  human  immunodefi- 


ciency virus  (HIV)  infected  individuals  and  to  those  with  ac- 
quired immunodeficiency  syndrome  (AIDS);  and  be  it  further 

RESOLVED , That  the  Tennessee  Medical  Association 
establish  a committee  on  HIV  infection  (including  AIDS)  for 
the  purpose  of  serving  the  Tennessee  Medical  Association, 
allied  health  care  professionals,  government  officials  and  oth- 
ers in  Tennessee  as  a primary  resource  for  information  on  the 
diagnosis,  prevention  and  treatment  of  HIV  infection  (in- 
cluding AIDS)  and  on  the  care  of  patients  with  HIV  infection 
(including  AIDS);  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
consider  a continuing  medical  education  program  for  physi- 
cians in  Tennessee  on  the  immunovirological,  clinical,  epi- 
demiologic and  psychosocial  aspects  of  HIV  infection  (in- 
cluding AIDS);  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
immediately  provide  the  necessary  resources  to  encourage  the 
commissioner  of  Health  and  Environment  to  establish  a task 
force  on  HIV  infection  (including  AIDS)  composed  of  a broad 
cross-section  of  health  care  professionals,  as  well  as  represen- 
tatives of  state  and  local  governments,  public  and  private  ed- 
ucation. law,  the  clergy  and  other  groups  whose  fundamental 
purposes  include  the  prevention  of  HIV  infection  (including 
AIDS)  and  the  treatment  of  patients  with  HIV  infection  (in- 
cluding AIDS);  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association, 
in  coordination  with  component  medical  societies  and  medi- 
cal specialty  societies  in  Tennessee,  make  available  to  all 
health  care  professionals  in  Tennessee  recommendations  on 
providing  for  the  needs  of  those  infected  with  HIV  (including 
AIDS);  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
support  legislative  proposals  and  public  policy  related  to  HIV 
infection  (including  AIDS)  that  adequately  consider  the  sci- 
entific evidence  on  the  occurrence  and  transmission  of  the 
HIV  virus;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  B — recommended  adoption  of 
Resolution  No.  11-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


SUBSTITUTE  RESOLUTION  NO.  12-87 

PROS:  Medical  Necessity  Denial,  Retrospective  Review, 
and  Physician  Responsibilities 

By:  Phil  E.  Orpet,  Jr.,  M.D. 

Tennessee  Society  of  Internal  Medicine 
Memphis-Shelby  County  Medical  Society 

Whereas,  The  Mid-South  Foundation  for  Medical  Care, 
Inc.,  which  serves  as  the  Peer  Review  Organization  (PRO) 
in  Tennessee,  is  required  to  complete  medical  necessity  re- 
view in  33  days  from  the  receipt  of  records  from  the  hospital 
to  the  mailing  of  notice  of  medical  necessity  denial  to  the 
patient;  and 

Whereas,  This  rapid  time  requirement  has  resulted  in 
denials  before  the  involved  physician  has  had  ample  oppor- 
tunity to  add  information  to  the  review  that  would  establish 
medical  necessity;  and 

Whereas,  These  denials  are  then  considered  as  “technical 
denials”  (on  a time  basis)  rather  than  “legitimate  denials” 
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(on  a medical  review  basis);  and 

Whereas,  Many  patients  receive  letters  of  denial  for  pro- 
cedures as  being  medically  unnecessary,  and  most  of  those, 
on  reconsideration,  are  approved.  Now,  therefore  be  it 

RESOLVED , That  the  Tennessee  delegates  to  the  Amer- 
ican Medical  Association  House  of  Delegates  submit  a reso- 
lution requesting  that  the  American  Medical  Association 
strongly  urge  the  Health  Care  Financing  Administration 
(HCFA)  to  revise  the  constrictive  time  frame  for  medical  ne- 
cessity review  by  the  Peer  Review  Organizations  (PROs)  and 
to  stop  sending  letters  of  denial  to  patients  for  procedures  as 
being  medically  unnecessary  until  after  reconsideration  of  each 
case;  and  be  it  further 

RESOLVED , That  the  Tennessee  Medical  Association 
offer  input  to  the  PRO  in  attempts  to  modify  the  retrospec- 
tive regulations  as  they  stand  now,  recognizing  that  a review 
organization  composed  of  our  peers  is  far  preferable  to  one 
composed  of  non-physicians;  and  be  it  further 

RESOLVED , That  Tennessee  Medical  Association  mem- 
bers be  made  aware  of  the  fact  that  the  American  Medical 
Association  has  recommended  to  the  HCFA  the  institution 
of  a formal  rule-making  process  for  developing  a procedure 
for  the  handling  of  second  surgical  opinions  and  quality  care 
denials  under  the  PRO  mechanism;  and  be  it  further 

RESOLVED,  That  a copy  of  this  resolution  be  forwarded 
to  the  American  Medical  Association,  the  Tennessee 
congressional  delegation,  HCFA,  and  Mid-South  Foundation 
for  Medical  Care,  Inc.;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A — offered  Substitute  Resolu- 
tion No.  12-87  to  replace  original  Resolutions  No.  12-87  and 
No.  20-87;  recommended  adoption  of  Substitute  Resolution  No. 
12-87. 

ACTION:  ADOPTED 


SUBSTITUTE  RESOLUTION  NO.  13-87 

Drug  Prescribing  Environment 

By:  Phil  E.  Orpet,  Jr.,  M.D. 

Tennessee  Society  of  Internal  Medicine 

Whereas,  The  prescription  of  a drug  represents  the  cul- 
mination of  a deliberative  process  between  physician  and  pa- 
tient, aimed  at  the  prevention,  amelioration  or  elimination  of 
a disease  or  disorder;  and 

Whereas,  The  advocacy  of  a drug  is  a vital  aspect  of  this 
process;  and 

Whereas,  Many  Tennessee  pharmacists  are  apparently 
unaware  of  the  requirement  to  substitute  only  generics  from 
the  approved  Medicaid  list  when  physicians  sign  the  prescrip- 
tion “May  Substitute”  or  give  the  brand  name  drug  if  there 
is  no  approved  generic  substitute;  and 

Whereas,  The  physicians  of  Tennessee  must  be  concerned 
about  their  control  and  liability  in  prescribing  drugs  in  the 
current  confused  environment  characterized  by  patent  drugs, 
brand  name  (formerly  patented)  drugs,  competitive  generic 
equivalents,  mandated  mail  order  drug  prescription  plans,  bi- 
zarre drug  pricing  practices,  and  confused  information  re- 
garding bioequivalents  and  bioavailability  of  brand  name  drugs 
vs  generics.  Now,  therefore  be  it 
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RESOLVED,  That  the  Tennessee  Medical  Association 
seek  to  sponsor  a conference  for  interested  participants  to 
study  the  current  environment  of  drug  prescribing  and  pricing 
in  Tennessee;  and  be  it  further 

RESOLVED,  That  the  agenda  of  such  a conference  in- 
clude discussions  of  patented  drugs,  brand  name  drugs,  com- 
petitive generic  equivalents,  mandated  and  other  mail  order 
prescription  plans,  data  concerning  bioavailability  and  bio- 
equivalents of  generic  vs  brand  name  drugs,  Medicaid  re- 
quirements, Tennessee  law  in  regard  to  drug  prescribing, 
medical  liability,  and  other  factors  contributing  to  the  present 
confusing  environment;  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
disseminate  information  and  advice  regarding  prescribing  of 
drugs  generated  by  this  conference  to  the  membership  via  the 
Journal  of  the  Tennessee  Medical  Association  and  to  appro- 
priate Tennessee  Medical  Association  committees  if  any  ac- 
tion is  recommended  by  the  conference;  and  be  it  further 
RESOLVED,  That  a similar  resolution  be  submitted  to 
the  American  Medical  Association  House  of  Delegates  by  the 
Tennessee  delegation;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  D — offered  Substitute  Resolu- 
tion No.  13-87  in  place  of  original  Resolution  No.  13-87;  rec- 
ommended adoption  of  Substitute  Resolution  No.  13-87. 

ACTION:  ADOPTED 


SUBSTITUTE  RESOLUTION  NO.  14-87 
Formation  of  a TMA  Medical  Student  Section 

By:  Kent  Kyger,  M.D. 

Nashville  Academy  of  Medicine 

Whereas,  Medical  students  in  Tennessee  have  a genuine 
interest  in  the  activities  of  organized  medicine  within  this  state 
and  the  nation;  and 

Whereas,  The  American  Medical  Association  has  a policy 
that  active  participation  by  students  is  vital  to  the  future  of 
the  Federation  and  the  unity  of  the  medical  profession;  and 

Whereas,  Since  the  American  Medical  Association  formed 
a Medical  Student  Section  in  1972,  student  participation  in 
organized  medicine  has  grown,  with  a current  student  AMA 
membership  of  over  30,000  with  student  representatives  in 
the  House  of  Delegates,  on  the  Board  of  Trustees,  and  on 
the  AMA  Councils;  and 

Whereas,  The  medical  student  sections  of  many  state 
medical  associations  have  actively  contributed  in  policy-mak- 
ing processes  and  community  programming,  providing  an  ad- 
ditional resource  for  both  the  state  medical  associations  and 
the  medical  students.  Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
form  a Medical  Student  Section  to  provide  a forum  within 
the  Tennessee  Medical  Association  for  the  exchange  of  infor- 
mation among  students  in  medical  school  and  their  more  sen- 
ior colleagues;  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
include  medical  students  in  the  decision  and  policy-making 
process  affecting  all  physicians  in  the  state  of  Tennessee;  and 
be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
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modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  D — offered  Substitute  Resolu- 
tion No.  14-87  to  replace  original  Resolutions  No.  14-87  and 
No.  25-87;  recommended  adoption  of  Substitute  Resolution  No. 
14-87. 

ACTION:  ADOPTED 


RESOLUTION  NO.  15-87 
Ban  on  Sale  and  Use  of  Tobacco  in  Hospitals 

By:  Kent  Kyger.  M.D. 

Nashville  Academy  of  Medicine 

Whereas,  In  1980,  the  Tennessee  Medical  Association 
House  of  Delegates  adopted  a resolution  deploring  the  indis- 
criminate use  and  sale  of  tobacco  in  hospitals;  and 

Whereas,  Evidence  continues  to  mount  that  the  use  of 
tobacco  is  associated  with  many  health  problems,  notably 
cancer  of  the  lung,  emphysema,  heart  trouble,  cancer  of  the 
pancreas,  cancer  of  the  bladder,  and  other  diseases;  and 
Whereas,  Physicians  as  community  leaders  should  take  a 
lead  role  in  educating  their  patients  regarding  the  harmful 
effects  of  tobacco  and  encourage  them  to  quit  smoking.  Now, 
therefore  be  it 

RESOLVED , That  the  Tennessee  Medical  Association, 
through  its  component  societies,  urge  all  hospitals  in  the  state 
to  ban  the  sale  and  use  of  tobacco  in  hospitals;  and  be  it 
further 

RESOLVED,  That  the  Tennessee  Hospital  Association 
be  encouraged  to  pass  a similar  resolution;  and  be  it  further 
RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  B — recommended  adoption  of 
Resolution  No.  15-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  16-87 

Medical  Liability  Insurance  as  a Prerequisite 
for  Medical  Staff  Appointment 

By:  C.  Eugene  Jabbour.  M.D. 

Memphis-Shelby  County  Medical  Society 

Whereas.  In  the  past,  limits  of  medical  liability  insurance 
were  not  a requirement  for  medical  staff  appointment;  and 

Whereas,  Now  such  needed  requirements  are  imposed  by 
some  major  hospitals  in  Tennessee;  and 

Whereas,  Limits  of  medical  liability  insurance  do  not  cor- 
relate with  a physician’s  ability,  training,  character,  or  ethical 
behavior,  which  are  the  traditional  requirements  for  staff  ap- 
pointments; and 

Whereas,  The  increases  in  premiums  for  greater  limits  of 
insurance  will  be  passed  on  to  patients  at  a time  when  phy- 
sicians are  attempting  and  being  forced  to  hold  costs  down. 
Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
encourage  hospital  presidents  and  executive  boards  not  to  re- 


quire limits  of  professional  liability  insurance  without  approv- 
al by  the  medical  staff  as  a prerequisite  for  medical  staff  priv- 
ileges; and  be  it  further 

RESOLVED,  That  this  resolution  be  sent  to  all  hospital 
presidents  in  Tennessee,  the  boards  of  directors  of  hospitals, 
and  appropriate  insurance  carriers;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  C — recommended  adoption  of 
Resolution  No.  16-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  17-87 
Peer  Review  Organization  (PRO)  Sanctions 

By:  C.  Eugene  Jabbour.  M.D. 
Memphis-Shelby  County  Medical  Society 

Whereas,  Recent  activities  of  the  Peer  Review  Organiza- 
tions (PROs)  have  included  a system  of  punitive  sanctions  for 
physicians;  and 

Whereas,  These  sanctions  have  been  distributed  locally  by 
the  Mid-South  Foundation  for  Medical  Care,  Inc.  in  a docu- 
ment entitled,  “Intervention  of  Quality  Related  Occur- 
rences"; and 

Whereas,  This  document  appears  to  recognize  as  punish- 
able events  a vast  array  of  examples  ranging  from  trivial  ov- 
ersights with  no  harm  to  the  patient,  to  catastrophic  but  rec- 
ognizably unavoidable  consequences  of  the  care  of  gravely  ill 
patients;  and 

Whereas.  These  sanctions  can  result  in  untoward  financial 
consequences  and  possible  legal  liability  to  the  responsible 
physicians.  Now.  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
oppose  those  aspects  of  the  Peer  Review  Organization  (PRO) 
sanctions  which  attempt  to  make  the  attending  physician  lia- 
ble for  trivial  events  or  unavoidable  catastrophe;  and  be  it 
further 

RESOLVED,  That  the  Tennessee  Medical  Association 
House  of  Delegates  instruct  the  Board  of  Trustees  to  estab- 
lish a task  force  strongly  supported  by  the  staff  to  monitor 
the  operation  of  this  program  and  lend  aid  to  Tennessee 
Medical  Association  members  in  appealing  such  sanctions;  and 
be  it  further 

RESOLVED,  That  a similar  resolution  be  presented  to 
the  American  Medical  Association  by  the  Tennessee  delega- 
tion and  a copy  of  this  resolution  be  forwarded  to  the  mem- 
bers of  the  board  of  the  Mid-South  Foundation  for  Medical 
Care,  Inc.  and  the  Tennessee  congressional  delegation;  and 
be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A — offered  Substitute  Resolu- 
tion No.  8-87  to  replace  original  Resolutions  No.  8-87  and  No. 
17-87;  recommended  adoption  of  Substitute  Resolution  No.  8- 
87. 

ACTION:  NOT  ADOPTED  (Was  replaced  with  Substitute 
Resolution  No.  8-87,  which  was  adopted  as  amended.) 


JUNE,  1987 
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RESOLUTION  NO.  18-87 
Mandatory  A.M.  Admissions 

By:  Daniel  J.  Scott,  Jr.,  M.D. 

Memphis-Shelby  County  Medical  Society 

Whereas,  As  of  the  first  of  the  year,  1987,  insurance  com- 
panies have  been  applying  more  and  more  pressure  to  sur- 
geons to  admit  patients  on  the  same  day  they  are  having  ma- 
jor surgery,  making  it  extremely  difficult  to  get  the  laboratory 
work,  x-rays,  medical  consultations,  and  in  some  cases,  sec- 
ond opinions  done  before  late  in  the  afternoon;  and 

Whereas,  This  causes  considerable  inconvenience  to  the 
patients,  particularly  those  who  are  coming  from  many  miles 
out  of  town,  is  medically  unsafe,  and  the  only  savings  for 
insurance  companies  is  an  overnight  hotel  expense;  and 
Whereas,  The  surgeon  is  placed  at  an  increasing  liability 
for  risk  to  the  patient  that  may  be  apparent  on  laboratory  or 
x-ray  studies  that  are  not  available  prior  to  the  surgery.  Now, 
therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
House  of  Delegates  oppose  mandatory  A.M.  admissions  of 
patients  undergoing  major  surgery  because  of  the  increased 
risk  to  the  patient;  and  be  it  further 

RESOLVED,  That  the  Tennessee  Medical  Association 
Board  of  Trustees  establish  an  ad  hoc  committee  to  coordi- 
nate with  a Tennessee  Hospital  Association  committee  to  seek 
redress  through  the  commissioner  of  Commerce  and  Insur- 
ance in  Tennessee;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  C — recommended  adoption  of 
Resolution  No.  18-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  19-87 
Reversal  of  Roe  vs  Wade 

By:  Robert  P.  N.  Shearin,  M.D. 

Memphis-Shelby  County  Medical  Society 

Whereas,  The  American  Medical  Association  in  1859 
unanimously  adopted  a report  on  abortion  which  termed  it 
“unwarrantable  destruction  of  human  life”;  and 

Whereas,  The  American  Medical  Association  in  1871 
unanimously  adopted  a report  on  abortion  which  termed  it 
“the  wholesale  destruction  of  unborn  infants”;  and 

Whereas,  The  unborn  child  has,  in  recent  years,  been  even 
more  clearly  recognized,  by  physicians  and  lay  public  alike, 
as  a patient  separate  from  the  mother  and,  as  such,  subject 
to  independent  medical  and  surgical  treatment;  and 

Whereas,  Since  the  Roe  vs  Wade  decision,  which  legal- 
ized elective  abortion,  more  than  19  million  unborn  children 
have  been  killed;  and 

Whereas,  Supreme  Court  Justice  Sandra  Day  O’Connor 
has  stated  that  the  Roe  vs  Wade  decision  cannot  endure  be- 
cause it  is  “on  a collision  course  with  itself  . . .”  due,  in  part, 
to  scientific  progress  which  recognizes  and  protects  the  living 
unborn  child  even  earlier  in  gestation;  and 

Whereas,  Increasing  public  awareness  that  abortion  is  a 
killing  procedure  performed  by  physicians  diminishes  the 
public's  respect  for  Medicine  as  a healing  profession;  and 
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Whereas,  The  American  Medical  Association  has  rightly 
considered  the  Hippocratic  Oath  as  a keystone  of  its  opposi- 
tion to  medical  participation  in  legal  executions  by  lethal  in- 
jections. Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association 
hereby  call  upon  the  American  Medical  Association,  through 
its  House  of  Delegates  and  all  other  lawful  means  available, 
to  restore  public  confidence  in  Medicine  as  a healing  profes- 
sion which  consistently  rejects  involvement  in  killing,  by  urg- 
ing all  physicians  to  work  for  the  reversal  of  the  Roe  vs  Wade 
decision;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  B — recommended  non- 
adoption of  Resolution  No.  19-87. 

ACTION:  NOT  ADOPTED 


RESOLUTION  NO.  20-87 

Retrospective  Review  and  Physician  Responsibility 

By:  C.  Eugene  Jabbour,  M.D. 

Memphis-Shelby  County  Medical  Society 

Whereas,  We  are  now  seeing  the  Peer  Review  Organiza- 
tion (PRO)  regulations  on  clinical  practice  in  the  form  of 
preadmission  certification  of  hospital  admissions  and  retro- 
active review  and  denial  of  hospitalizations;  and 

Whereas,  There  has  so  far  been  no  documented  evidence 
that  this  system  either  maintains  optimal  quality  of  care  or 
results  in  cost  reduction;  and 

Whereas,  The  patient’s  geographical  location  in  regard  to 
distance  of  his  home  from  the  hospital  and  his  personal  cir- 
cumstances with  regard  to  availability  of  family  for  one’s  home 
care  do  not  appear  to  enter  the  decision  of  whether  inpatient 
care  is  allowed;  and 

Whereas,  That  patient  welfare  and  quality  of  care  must 
be  of  paramount  importance  both  within  and  outside  of  the 
Medicare  system,  and  that  the  physician  must  act  as  the  pa- 
tient’s advocate  within  this  system;  and 

Whereas,  The  current  situation  leaves  the  physician  in  the 
untenable  position  of  being  subject  to  censure  if  he  admits  a 
patient  too  readily  and  has  that  admission  later  denied,  or  to 
sanction  with  economic  and  punitive  consequences  if  he  too 
rapidly  discharged  a patient;  and 

Whereas,  The  current  system  of  retroactive  denial  in- 
volves communication  between  the  PRO  and  the  patient  with 
no  explanation  of  the  specific  reasons  for  denial  to  either 
physician  or  patient;  and 

Whereas,  The  present  trends  in  Medicare  reimbursement 
are  leading  toward  a rationing  of  care  to  the  Medicare  recip- 
ient and  indeed  toward  a two  tiered  system  of  health  care. 
Now,  therefore  be  it 

RESOLVED,  That  organized  medicine  offer  input  to  the 
Peer  Review  Organization  (PRO)  in  attempting  to  modify 
the  retrospective  regulations  as  they  stand  now,  recognizing 
that  a review  organization  made  up  of  our  peers  is  far  pref- 
erable to  one  made  up  of  non-physicians;  and  be  it  further 

RESOLVED,  That  a copy  of  this  resolution  be  forwarded 
to  the  American  Medical  Association,  the  Tennessee 
congressional  delegation,  the  Health  Care  Financing  Admin- 
istration, and  the  Mid-South  Foundation  for  Medical  Care, 
Inc.;  and  be  it  further 
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RESOLVED , That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A —offered  Substitute  Resolu- 
tion No.  12-87  to  replace  original  Resolutions  No.  12-87  and 
No.  20-87;  recommended  adoption  of  Substitute  Resolution  No. 
12-87. 

ACTION:  NOT  ADOPTED  (Was  replaced  with  Substitute 
Resolution  No.  12-87,  which  was  adopted.) 

RESOLUTION  NO.  21-87 
Preferred  Provider  Organizations  (PPOs) 

By:  Thomas  W.  Currey,  M.D.,  President 
Chattanooga-Hamilton  County  Medical  Society 

Whereas,  The  number  of  Tennesseans  receiving  medical 
and  health  care  services  through  employer  sponsored  HMOs, 
PPOs,  and  other  alternative  delivery  systems  is  increasing; 
and 

Whereas,  These  plans  vary  significantly  regarding  organi- 
zational, financial,  and  benefits  structures;  and 

Whereas,  There  is  increasing  competition  among  these 
various  plans  in  an  effort  to  achieve  significant  market  share; 
and 

Whereas,  This  competition  has  resulted  in  plans  having 
suffered  financial  losses,  reduced  or  altered  benefits,  or  dis- 
continuation of  operation;  and 

Whereas,  Tennesseans  receiving  health  and  medical  care 
through  employer  sponsored  plans  may  have  limited  choice 
among  plans  offered,  may  have  to  alter  existing  physician- 
patient  relationships  as  a condition  for  participation  in  var- 
ious plans,  and  may  have  to  change  plans  due  to  changed 
employment  status,  changed  employer  plans,  or  termination 
of  a particular  plan;  and 

Whereas,  Preferred  Provider  Organizations  (PPOs)  are  not 
specifically  regulated  in  Tennessee.  Now,  therefore  be  it 
RESOLVED , That  the  Tennessee  Medical  Association 
seek  the  support  of  employers,  hospitals,  and  appropriate 
others  in  developing  of  legislation  in  Tennessee,  specifically 
regulating  Preferred  Provider  Organizations  (PPOs);  and  be 
it  further 

RESOLVED , That  the  Tennessee  Medical  Association 
work  with  the  Tennessee  Department  of  Commerce  and  In- 
surance in  development  of  such  legislation  and  regulations; 
and  be  it  further 

RESOLVED , That  such  legislation  establish  require- 
ments for  fair  and  objective  credentialing  of  participating 
providers  and  establish  other  appropriate  measures  to  assure 
high  quality  care  and  service;  and  be  it  further 

RESOLVED , That  the  Tennessee  Medical  Association 
cooperate  with  the  Tennessee  Department  of  Commerce  and 
Insurance  in  monitoring  the  care  and  service  provided  by  all 
benefit  plans  to  Tennesseans;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A — recommended  referral  of 
Resolution  No.  21-87  to  the  TMA  Medical  Practice  Committee 
for  further  study. 

ACTION:  REFERRED  TO  TMA  MEDICAL  PRACTICE 
COMMITTEE 


RESOLUTION  NO.  22-87 
Health  Insurance 

By:  Joseph  L.  Willoughby,  M.D. 

Williamson  County  Medical  Society 

Whereas,  Health  insurance  has  made  radical  changes  in 
the  past  several  years,  and  continues  to  change,  making  it 
more  difficult  for  the  average  individual  to  understand  the 
technical  aspects  of  his  policies;  and 

Whereas,  Health  insurance  is  now  having  a major  impact 
on  the  quality  and  accessibility  of  health  care,  and  with  in- 
creasing frequency,  the  health  plans  are  moving  toward  ra- 
tioning of  care;  and 

Whereas,  Many  of  these  plans  interfere  with  the  day-to- 
day  practice  of  medicine  requiring  more  administrative  ex- 
penses for  the  patient  and  office  force,  with  little  productivity 
toward  saving  health  care  dollars.  Now,  therefore  be  it 

RESOLVED,  That  the  Tennessee  Medical  Association, 
through  its  component  societies  and  individual  members, 
publicly  acknowledge  support  of  health  insurance  plans  that 
provide  quality  coverage;  and  be  it  further 

RESOLVED,  That  Tennessee  Medical  Association  sup- 
port be  acknowledged  through  the  media,  personal  contact, 
and  taking  a position  of  opposition  against  plans  that  manip- 
ulate quality  health  care;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  C — recommended  adoption  of 
Resolution  No.  22-87  as  amended. 

ACTION:  REFERRED  TO  TMA  BOARD  OF  TRUSTEES 


RESOLUTION  NO.  24-87 
M.D.  Identification 

By:  Parker  D.  Elrod,  M.D. 

Buffalo  River  Valley  Medical  Society 

Whereas,  Hospitals  and  medical  staff  are  continually  faced 
with  applications  from  doctors  for  hospital  privileges;  and 
Whereas,  There  is  no  satisfactory  way  to  verify  the  appli- 
cant without  pictorial  identification;  and 

Whereas,  It  is  a readily  recognized  fact  that  many  individ- 
uals each  year  fraudulently  pass  themselves  off  as  being  med- 
ical doctors.  Now,  therefore  be  it 

RESOLVED,  That  the  medical  schools  be  encouraged  to 
develop  a passport  type  identification  for  students  with  photo 
and  fingerprints  that  can  be  used  throughout  their  careers  as 
identification;  and  be  it  further 

RESOLVED,  That  this  resolution  be  presented  to  the 
American  Medical  Association;  and  be  it  further 

RESOLVED,  That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  D — recommended  referral  of 
Resolution  No.  24-87  to  the  TMA  Board  of  Trustees  for  fur- 
ther study. 

ACTION:  REFERRED  TO  TMA  BOARD  OF  TRUSTEES 
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RESOLUTION  NO.  25-87 
Formation  of  Medical  Student  Section 

By:  Tom  Thompson,  Student  Delegate 
Memphis-Shelby  County  Medical  Society 

Whereas,  Medical  students  in  the  state  of  Tennessee  have 
a genuine  interest  in  the  activities  of  organized  medicine  within 
the  state  and  the  nation;  and 

Whereas,  The  need  for  unity  within  the  medical  profes- 
sion is  ever  increasing;  and 

Whereas,  The  American  Medical  Association  formed  a 
Medical  Student  Section  in  1972  giving  students  a voting  del- 
egate in  the  AMA  House  of  Delegates;  and 

Whereas,  The  American  Medical  Association  has  a policy 
that  active  participation  by  students  is  vital  to  the  future  of 
the  Federation  and  the  unity  of  the  medical  profession.  Now, 
therefore  be  it 

RESOLVED , That  the  Tennessee  Medical  Association 
form  a Medical  Student  Section  to  provide  a forum  within 
the  Tennessee  Medical  Association  for  the  exchange  of  infor- 
mation among  students  in  medical  school  and  their  more  sen- 
ior colleagues;  and  be  it  further 

RESOLVED , That  the  Tennessee  Medical  Association 
include  medical  students  in  the  decision  or  policy-making 
process  affecting  all  physicians  in  the  state  of  Tennessee;  and 
be  it  further 

RESOLVED , That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  D — offered  Substitute  Resolu- 
tion No.  14-87  to  replace  original  Resolutions  No.  14-87  and 
No.  25-87;  recommended  adoption  of  Substitute  Resolution  No. 
14-87. 

ACTION:  NOT  ADOPTED  (Was  replaced  with  Substitute 
Resolution  No.  14-87,  which  was  adopted.) 


RESOLUTION  NO.  26-87 

Reentry  Assistance  Needed  by  Impaired  Physicians 

By:  Arden  J.  Butler,  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  Appropriate  treatment  for  certain  physician  im- 
pairment requires  a minimum  of  four  months  out  of  active 
medical  practice;  and 

Whereas,  By  necessity,  total  dedication  to  treatment  is- 
sues during  this  time  is  required  of  each  physician;  and 

Whereas,  Such  total  dedication  leaves  no  time  for  contin- 
uing medical  education  activities  or  technical  practice,  such 
as  scrubbing  for  surgery  or  assisting  in  surgery  for  the  dura- 
tion of  the  treatment  process;  and 

Whereas,  Such  deficits  created  by  the  treatment  process 
have  a psychological  and  practical  negative  impact  upon  both 
physician  and  his  reentry  into  the  medical  community.  Now, 
therefore  be  it 

RESOLVED , That  the  Tennessee  Medical  Association 
endorse  efforts  by  the  Impaired  Physician  Peer  Review  Com- 
mittee to  develop  a reentry  professional  support  network  that 
would  effectively  deal  with  practice  deficits,  including  assist- 
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ing  in  surgery,  participating  in  medical  staff  seminars,  and 
other  continuing  medical  education  activities  in  areas  not 
necessarily  the  home  community;  and  be  it  further 

RESOLVED , That  this  support  network  include  utilizing 
certain  medical  specialists  and  willing  members  of  the  Ten- 
nessee Medical  Association  to  assist  in  implementation  of  the 
reentry  support  network;  and  be  it  further 

RESOLVED , That  such  a plan,  when  finally  formulated, 
be  approved  by  the  Board  of  Trustees  of  the  Tennessee  Med- 
ical Association  prior  to  implementation;  and  be  it  further 
RESOLVED , That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  D — recommended  adoption  of 
Resolution  No.  26-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 


RESOLUTION  NO.  27-87 
Indigent  Care— Medical  Home— Volunteerism 

By:  Arden  J.  Butler,  Jr.,  M.D.,  Chairman 
TMA  Board  of  Trustees 

Whereas,  The  Tennessee  Medical  Association  and  its 
member  physicians  are  committed  to  the  proposition  that  every 
Tennessean  should  have  good  quality  medical  care;  and 
Whereas,  Inpatient,  indigent  medical  care  is  presently 
being  addressed  by  many  public  forums,  but  ambulatory  in- 
digent care  with  its  cost  saving  potential  is  not;  and 

Whereas,  A “medical  home”  model  has  been  established 
by  the  Tennessee  Chapter  of  the  American  Academy  of  Pe- 
diatrics (TCAAP)  and  the  Department  of  Health  and  Envi- 
ronment (DHE)  in  which  rosters  of  physicians  who  will  see 
indigent  children  are  kept  by  local  county  health  depart- 
ments; and 

Whereas,  Presently,  714  pediatricians  and  family  physi- 
cians across  the  state  are  seeing  these  children  who  have  no 
physician  and  accepting  them  whether  they  are  private  third- 
party  pay  or  indigent.  Now,  therefore  be  it 

RESOLVED , That  the  Tennessee  Medical  Association 
strongly  urge  its  component  medical  societies  to  set  up  “med- 
ical homes”  rosters  for  indigent  adults,  similar  to  those  pres- 
ently in  place  for  children;  and  be  it  further 

RESOLVED , That  the  presidents  of  the  component  so- 
cieties work  with  the  commissioner  of  the  Department  of 
Health  and  Environment,  the  directors  of  the  county  and  re- 
gional health  departments,  and  the  Primary  Care  Liaison 
Committee  of  the  Tennessee  Medical  Association  in  setting 
up  these  medical  homes;  and  be  it  further 

RESOLVED , That  all  physicians  be  encouraged  to  com- 
municate and  work  with  the  public  sector  in  a spirit  of  vol- 
unteerism to  alleviate  the  problems  of  indigent  care  in  Ten- 
nessee; and  be  it  further 

RESOLVED , That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A — recommended  adoption  of 
Resolution  No.  27-87  as  amended. 

ACTION:  ADOPTED  AS  AMENDED 
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SUBSTITUTE  RESOLUTION  NO.  28-87 
Public  Information  on  Health  Care 

By:  Thurman  L.  Pedigo.  M.D. 

Rural  Caucus 

Whereas,  There  is  increasing  interference  in  the  physi- 
cian-patient relationship  by  third  parties,  including  govern- 
ment, health  care  administrators,  insurance  companies  and 
other  regulatory  bodies;  and 

Whereas,  This  interference  impedes  delivery  of  quality 
patient  care  in  Tennessee;  and 

Whereas,  Existing  legislation  mandates  this  interference; 

and 

Whereas,  An  informed  public  can  greatly  influence  legis- 
lative action  and  conduct  of  health  care  providers  and  regu- 
lators; and 

Whereas,  Physicians  lack  an  adequate  media  forum  for 
expression  of  their  viewpoint.  Now,  therefore  be  it 

RESOLVED , That  the  Tennessee  Medical  Association 
Board  of  Trustees  appoint  a task  force  to  develop  a plan  to 
create  a public  information  campaign  that  would  outline  in- 
terference in  the  physician-patient  relationship  by  govern- 
ment and  third  party  providers,  and  seek  to  develop  public 
support  for  elimination  of  that  interference;  and  be  it  further 

RESOLVED , That  the  task  force  report  its  findings  and 
recommendations  within  six  months  to  the  Board  of  Trustees 
of  the  Tennessee  Medical  Association;  and  be  it  further 

RESOLVED , That  available  resources  be  used  to  imple- 
ment the  recommendations  of  the  task  force;  and  be  it  fur- 
ther 

RESOLVED , That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 


REFERENCE  COMMITTEE  D —offered  Substitute  Resolu- 
tion No.  28-87  in  place  of  original  Resolution  No.  28-87;  rec- 
ommended adoption  of  Substitute  Resolution  No.  28-87. 

ACTION:  ADOPTED 


RESOLUTION  NO.  29-87 
Additional  Trauma  Center  Designation 

By:  John  Standridge,  M.D. 

Whereas,  The  state  of  Tennessee  recognizes  the  need  for 
efficient  and  effective  care  of  the  multiply  traumatized  pa- 
tient; and 

Whereas,  Tennessee  is  noted  to  be  a state  with  much  of 
the  population  located  outside  of  urban  centers;  and 

Whereas,  It  has  been  noted  by  some  authors  that  trauma 
care  in  non-urban  settings  is  best  accomplished  by  efficient 
stabilization  in  local  emergency  rooms  and  transfer  of  pa- 
tients, if  necessary,  to  appropriate  facilities;  and 

Whereas,  Tennessee  has  multiple  facilities  effective  in  the 
treatment  of  trauma,  some  of  which  will  not  be  designated  as 
trauma  centers  under  the  current  Licensing  Board  for  Health 
Care  Facilities  proposal.  Now,  therefore  be  it 

RESOLVED , That  the  Licensing  Board  for  Health  Care 
Facilities  designate  a third  level  of  trauma  center  inclusive  in 
Level  I,  Level  II  and  Level  III,  recognizing  expertise  in  trau- 
ma care  of  facilities  where  it  exists;  and  be  it  further 

RESOLVED , That  this  resolution,  unless  reaffirmed  or 
modified  prior  thereto,  shall  terminate  after  the  regular  an- 
nual meeting  of  the  House  of  Delegates  in  1994. 

REFERENCE  COMMITTEE  A — recommended  referral  of 
Resolution  No.  29-87  to  the  TMA  Board  of  Trustees. 

ACTION:  REFERRED  TO  TMA  BOARD  OF  TRUSTEES 
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COMMUNITY  SERVICE  AWARDS 


Three  outstanding  Tennessee  citizens  with  impres- 
sive records  of  public  service  have  been  presented  TMA's 
1987  Community  Service  Awards.  The  awards  were 
presented  on  April  8 , 1987,  by  TMA  Board  of  Trustees 
Chairman  Arden  J.  Butler,  Jr.,  M.D. 

Jerry  LeBron  Bell  is  an  associate  professor  of  health 
and  physical  education  at  Tennessee  Technological 
University  in  Cookeville.  He  has  been  personally  in- 
volved with  the  Special  Olympics  Program  as  area  co- 
ordinator for  the  past  13  years.  Under  his  direction, 
Cookeville  has  hosted  the  Special  Olympic  bowling 
tournament  for  the  past  nine  years  and  the  soccer 
tournament  for  the  past  two  years.  He  has  also  been 
involved  in  Special  Olympics  volleyball,  basketball,  and 
swimming. 

Mr.  Bell  took  participants  to  the  International  Spe- 
cial Olympic  Games  in  Rockport,  New  York,  in  1979 
and  to  Baton  Rouge,  Louisiana,  in  1983.  This  year,  he 
will  take  a group  to  the  Special  Olympic  Games  in 
South  Bend,  Indiana.  He  is  an  active  fundraiser  pro- 
moting the  Special  Olympics  to  civic  clubs,  businesses, 
industries,  and  other  organizations  of  the  Upper  Cum- 
berland area. 

Further,  Mr.  Bel!  promotes  track  meets  for  youth, 
having  organized  and  coordinated  the  spring  track  meet 
for  elementary  schools  throughout  Putnam  County  with 
the  cooperation  of  the  local  school  system  and  Ten- 
nessee Tech.  This  program  encourages  participation  and 
interest  in  track  by  elementary  school  aged  children. 

Barbara  Ross  Moore  of  Jackson  is  the  founder  of 
the  Jackson  Host  Home  Program,  in  cooperation  with 
Jackson-Madison  County  General  and  HCA  Regional 
hospitals.  She  currently  serves  as  volunteer  coordina- 
tor of  the  program. 

Mrs.  Moore  became  familiar  with  the  host  home 
concept  in  1984  when  her  son  was  critically  injured  in 
an  automobile  accident  in  Savannah,  Georgia.  She  and 
her  husband  were  recipients  of  a host  home  for  five 
weeks,  and  learned  the  necessity  of  family  care  in  the 
team  effort  of  treating  a patient  both  physically  and 
emotionally.  She  brought  the  concept  to  Jackson  upon 


her  return. 

The  Jackson  Host  Home  Program  provides  hous- 
ing and  supportive  companionship  in  a home-like  en- 
vironment for  out-of-town  relatives  of  seriously  ill  or 
injured  patients.  The  emotional  and  spiritual  support 
from  the  program  helps  ease  the  burden  and  stress  a 
family  experiences  while  a loved  one  is  hospitalized. 

Mrs.  Moore  arranges  lodging  for  the  family,  visits 
the  family  daily  offering  assistance,  and  ensures  that 
necessary  tasks,  such  as  laundry,  are  done.  She  has 
recruited  47  host  homes,  and  has  enlisted  the  partici- 
pation of  nine  churches,  seven  restaurants,  and  three 
florist/nurseries.  She  expects  this  program  to  continue 
because  of  the  generosity  and  love  the  people  of  Jack- 
son  extend  to  the  family  members.  Her  goal  is  to  start 
host  home  programs  in  other  major  Tennessee  cities. 

Mrs.  Moore  has  received  the  “Good  News  Award 
of  the  Week”  from  WLJT-TV  at  the  University  of 
Tennessee  in  Martin.  She  currently  serves  on  the  Jack- 
son  Volunteer  Clearinghouse  Board  of  Directors. 

Suzanne  Sebert  of  Knoxville  is  the  Director  of 
Community  Services  for  the  Knox  County  Department 
of  Welfare  and  Institutions.  She  is  credited  with  main- 
taining the  availability  and  quality  of  medical  care  when 
the  Knox  County  Indigent  Care  Program  had  exten- 
sive budget  cuts.  Her  efforts  and  talent  allowed  the 
program  to  continue  successfully,  and  the  program  has 
received  national  recognition. 

Mrs.  Sebert  is  the  chairperson  for  the  Social  Ser- 
vices Regional  Advisory  Council,  and  serves  on  the 
Social  Services  State  Advisory  Council,  the  Knox 
County  Indigent  Care  Advisory  Committee,  and  is  a 
board  member  of  the  Community  Action  Committee. 

She  is  an  advisory  member  of  the  Emergency  Med- 
ical Services  Committee  of  the  Knoxville  Academy  of 
Medicine.  She  was  the  government  division  head  for 
the  United  Way  Campaign  in  1986  and  a member  of 
the  United  Way  Long-Range  Strategy  Committee.  She 
has  been  a Girl  Scout  leader  since  1983,  is  involved 
with  the  AFS  International  Scholarships,  and  is  cur- 
rently a participant  in  the  Leadership  Knoxville  Class 
of  1987. 
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TENNESSEE’S  OUTSTANDING  PHYSICIAN  OF  THE  YEAR 


Thomas  K.  Ballard,  M.D. 


The  TMA  House  of  Delegates  selected  Thomas  K. 
Ballard , M.D.  of  Jackson  as  the  1987  Outstanding 
Physician  of  the  Year  at  the  152nd  TMA  annual  meet- 
ing on  April  8,  1987.  The  speaker  of  the  House  of  Del- 
egates, Malcolm  R.  Lewis,  M.D.,  presented  the  award 
to  Dr.  Ballard  on  April  11  during  the  closing  session 
of  the  House  of  Delegates.  Dr.  Ballard  was  nominated 
for  the  award  by  the  Consolidated  Medical  Assembly 
of  West  Tennessee. 

Thomas  K.  Ballard,  M.D.,  a native  of  St.  Joe,  Tex- 
as, received  his  medical  degree  from  the  University  of 
Tennessee  College  of  Medicine  in  1949.  After  com- 
pleting a one-year  internship  at  Baptist  Memorial 
Hospital  in  Memphis,  he  returned  to  Jackson  to  prac- 
tice medicine,  serving  as  city  physician  of  Jackson  until 
1958. 

In  nominating  Dr.  Ballard  for  this  award,  the  Con- 
solidated Medical  Assembly  of  West  Tennessee  said 
“Thomas  K.  Ballard,  M.D.  represents  the  epitome  of 
a caring  physician  who  has  been  not  only  active 
throughout  his  entire  professional  career  in  the  prac- 
tice of  medicine,  but  also  has  been  exceedingly  active 
in  the  affairs  of  organized  medicine  at  all  levels  . . .” 

Dr.  Ballard  was  president  of  the  TMA  in  1984-85, 
and  has  been  a member  of  the  TMA  House  of  Dele- 
gates since  1966.  He  has  served  many  years  as  a mem- 
ber of  the  TMA  Board  of  Trustees,  and  was  a member 
of  the  Independent  Medicine’s  Political  Action  Com- 
mittee— Tennessee  (IMPACT)  Board  of  Directors  from 
1979-85.  He  has  been  a member  of  the  TMA  Inter- 
professional Liaison  Committee  since  1964,  serving  as 
its  chairman  since  1975,  and  he  also  currently  serves 
on  the  TMA  Peer  Review  and  Continuing  Medical 
Education  committees.  He  is  a delegate  to  the  AMA 
House  of  Delegates  and  a member  of  the  AMA  Ad- 
visory Committee  for  Continuing  Medical  Education. 

He  was  president  of  the  Consolidated  Medical  As- 
sembly of  West  Tennessee  in  1970,  and  has  been  a 
member  of  its  House  of  Delegates  since  1960.  He  was 
a member  of  its  Judicial  Council  from  1971-73  and 
served  as  its  chairman  in  1973. 

Since  1960,  Dr.  Ballard  has  been  a member  of  the 
Board  of  Directors  and  the  Congress  of  Delegates  of 
the  Tennessee  Academy  of  Family  Physicians.  He  is  a 
former  president  of  the  Academy,  and  was  elected 
Tennessee’s  Family  Physician  of  the  Year  in  1975.  He 
is  a Charter  Fellow  of  the  American  Academy  of  Fam- 
ily Physicians  and  is  a member  of  the  Academy’s  House 
of  Delegates. 


Outstanding  Physician  of  the  Year  Award  is  presented 
to  Dr.  Thomas  K.  Ballard,  Jackson  (right)  by  TMA 
House  of  Delegates  speaker,  Dr.  Malcolm  R.  Lewis. 


Dr.  Ballard  was  a founding  member  of  the  17- 
county  West  Tennessee  Health  Improvement  Associ- 
ation, and  he  served  on  its  Board  of  Directors  and 
Executive  Committee  from  1974-82,  acting  as  treas- 
urer from  1974-79.  He  was  a member  of  the  Board  of 
Directors  of  the  Mid-South  Foundation  for  Medical 
Care  from  1977-85,  and  has  been  a member  of  its 
Quality  Review  Committee  since  1978. 

Dr.  Ballard  served  as  chairman  of  the  State  of 
Tennessee  Public  Health  Council  from  1972-75,  as  a 
member  of  the  Hospital  Licensing  Board  from  1972- 
75.  and  has  been  a member  of  the  Medical  Advisory 
Board  to  the  Tennessee  Highway  Patrol  since  1972. 
He  was  also  a member  of  the  Governor’s  Select  Com- 
mittee on  Health  Care  Cost  Containment  in  1984-85. 

He  has  served  Madison  County  as  a member  of  its 
Board  of  Health  since  1965  and  has  been  its  chairman 
since  1967.  He  has  been  county  medical  examiner  since 
1962,  and  county  coroner  since  1972. 

His  civic  endeavors  have  been  equally  extensive  with 
prominent  service  to  a number  of  organizations.  He 
has  been  an  active  leader  of  the  Lambuth  Memorial 
United  Methodist  Church  of  Jackson,  serving  as  chair- 
man of  the  Administrative  Board  for  12  years,  past 
chairman  of  the  Board  of  Trustees,  and  a member  of 
the  Pastor-Parish  Relations  Committee. 

He  is  married  to  the  former  Mary  Frances  Bond  of 
Jackson,  and  they  have  three  children  and  five  grand- 
children. 
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DISTINGUISHED  SERVICE  AWARDS 


Distinguished  Service  Award  recipients  (left  to  right)  Drs.  Janies  W.  Hays,  Nash- 
ville; Howard  R.  Foreman,  Nashville;  and  David  H.  Turner,  Chattanooga,  with 
chairman  of  the  TMA  Board  of  Trustees,  Dr.  Arden  J.  Butler,  Jr. 


The  Distinguished  Service  Award,  established  in 
1964,  is  presented  annually  by  the  TMA  Board  of 
Trustees  to  physician  members  in  recognition  of  out- 
standing service  or  contributions  to  the  advancement  of 
medical  science,  the  TMA,  or  the  public  welfare  wheth- 
er of  a civic  or  scientific  nature.  At  the  TMA's  152nd 
annual  meeting  in  Knoxville,  Arden  J.  Butler,  Jr.,  M.D., 
chairman  of  the  Board,  presented  three  recipients  with 
this  award  for  1987. 

Howard  Ray  Foreman,  M.D.,  a practicing  internist 
in  Nashville,  has  served  as  a member  of  the  Tennessee 
Board  of  Medical  Examiners  for  the  past  15  years.  He 
has  served  as  Secretary  to  the  Board  for  the  past  12 
years. 

“I  know  of  no  other  contribution  made  by  a phy- 
sician of  this  state  which  requires  more  effort,  time, 
judgment,  and  self-sacrifice  than  that  of  being  a mem- 
ber of  the  Board  of  Medical  Examiners,  and  especially 
being  the  (Board’s)  Secretary,”  stated  John  H.  Burk- 
hart, M.D.  of  Knoxville  in  supporting  Dr.  Foreman’s 
nomination  for  this  award. 

Born  in  Mitchell,  South  Dakota,  in  1920,  Dr.  Fore- 
man received  his  medical  degree  from  the  Vanderbilt 
University  School  of  Medicine  in  1950.  He  was  chief 
medical  resident  at  St.  Thomas  Hospital  in  1973. 

Dr.  Foreman  is  associate  clinical  professor  of  med- 
icine at  Vanderbilt  University  School  of  Medicine,  and 
is  affiliated  with  Baptist,  West  Side,  Park  View,  and 
St.  Thomas  Hospitals  in  Nashville. 

James  W.  Hays,  M.D.,  a practicing  neurosurgeon 
in  Nashville,  was  nominated  for  this  award  by  the 
Nashville  Academy  of  Medicine.  He  has  served  as 
chairman  of  TMA’s  Committee  on  Legislation  for  ten 
years,  and  has  always  brought  a level  of  importance 
and  enthusiasm  to  his  role  as  “chief  physician  moni- 
tor” of  the  state  legislature. 

Dr.  Hays  was  president  of  TMA  in  1979-80.  He 
has  served  as  president  of  the  Baptist  Hospital  (Nash- 


ville) medical  staff,  a member  of  the  Board  of  State 
Volunteer  Mutual  Insurance  Company,  chairman  of  the 
Board  of  TMA,  and  president  of  the  Nashville  Acad- 
emy of  Medicine.  He  has  also  served  as  a member  of 
the  Tennessee  Primary  Care  Advisory  Commission. 

Born  in  South  Williamson,  Kentucky,  in  1931,  Dr. 
Hays  received  his  medical  degree  from  Vanderbilt 
University  School  of  Medicine  in  1957.  He  completed 
his  internship  and  general  surgery  and  neurosurgery 
residencies  at  Vanderbilt  University  Hospital. 

Dr.  Hays  is  a clinical  instructor  of  neurological  sur- 
gery at  Vanderbilt  University  School  of  Medicine,  and 
is  affiliated  with  Baptist,  St.  Thomas,  Vanderbilt  Uni- 
versity, Park  View,  and  West  Side  Hospitals  in  Nash- 
ville. 

David  H.  Turner,  M.D.,  a practicing  ophthalmolo- 
gist in  Chattanooga,  was  nominated  for  this  award  by 
the  Chattanooga-Hamilton  County  Medical  Society.  He 
has  served  as  chairman  of  the  Tennessee  Public  Health 
Council  and  as  a member  of  the  Tennessee  Licensing 
Board  for  Health  Care  Facilities  since  1979. 

Dr.  Turner  served  on  numerous  committees  in  the 
TMA  and  in  his  component  society.  He  was  president 
of  the  TMA  in  1977-78,  and  retired  as  a delegate  to 
the  American  Medical  Association  House  of  Dele- 
gates this  past  year,  having  served  since  1971.  He  has 
served  as  secretary-treasurer  and  president  of  the  Ten- 
nessee Academy  of  Ophthalmology. 

Born  in  Jasper,  Tennessee,  in  1927,  Dr.  Turner  re- 
ceived his  medical  degree  from  the  University  of  Ten- 
nessee College  of  Medicine  in  1952,  and  completed  his 
internship  the  following  year  at  Baroness  Erlanger 
Hospital  in  Chattanooga.  From  1954-57,  he  operated 
a general  practice  in  Jasper  and  then  went  on  to  com- 
plete his  residency  in  ophthalmology  at  Emory  Uni- 
versity in  Atlanta. 

Dr.  Turner  is  a Diplomate  of  the  American  Board 
of  Ophthalmology  and  a Fellow  of  the  American 
Academy  of  Ophthalmology  and  the  American  Col- 
lege of  Surgeons. 
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TMA  Annual  Meeting  Highlights 
Knoxville — April  1987 


IMPACT  Luncheon  speaker  Mr.  Michael 
E.  Dunn  addressed  the  role  of  the  physi- 
cian involvement  in  the  political  process. 


Outgoing  TMA  president  Dr.  James  R.  Royal,  Chat- 
tanooga (left)  relinquishing  gavel  to  incoming  presi- 
dent Dr.  James  T.  Galyon,  Memphis. 


Medicine  and  Religion  Breakfast  speaker 
Dr.  Paul  Wilson  Brand  spoke  on  “Men 
and  Women  in  the  Image  of  God.” 
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TMA  president  Dr.  James  R.  Royal  gives  a “thumbs  up”  while  being  ser-  Dr.  and  Mrs.  James  T.  Galyon  and  Dr.  and  Mrs.  James  R. 

enaded  by  members  of  the  Chattanooga  Singers  from  UT  Chattanooga.  Royal  at  the  annual  President’s  Banquet. 


Enjoying  a light  moment  before  the  second  session  of  the 
House  of  Delegates  convenes  are  (left  to  right)  Mr.  L. 
Hadley  Williams,  TMA  executive  director;  Dr.  Malcolm 
R.  Lewis,  Nashville,  outgoing  speaker  of  the  House  of 
Delegates;  and  Dr.  F.  Hammond  Cole,  Jr.,  newly  elected 
speaker  of  the  House. 
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1987  TMA  Annual  Meeting — House  of  Delegates  Composition 
First  Session:  April  8 — Second  Session:  April  11 


EX-OFFICIO  MEMBERS 


OFFICERS 

First 

Session 

Second 

Session 

President 

. .James  R.  Royal,  M.D. 

Present 

Present 

President-Elect 

. .James  T.  Galyon,  M.D. 

Present 

Present 

Vice-President 

.Jacob  T,  Bradsher,  Jr.,  M.D. 

Present 

Present 

Vice-President 

. Harry  E.  Burck,  Jr.,  M.D. 

Present 

Present 

Vice-President 

.Kenneth  R.  Maloney,  M.D. 

BOARD  OF  TRUSTEES 

Present 

Present 

John  S.  Buchignani,  M.D. 

Arden  J.  Butler,  Jr.,  M.D. 

Present 

Present 

Jack  Butterworth,  Jr.,  M.D. 

Present 

Dee  J.  Canale,  M.D. 

Present 

Present 

F,  Hammond  Cole,  Jr.,  M.D. 

Present 

Present 

David  G.  Gerkin,  M.D. 

Robert  W.  Ikard,  M.D. 

Present 

Charles  E.  Jordan,  III,  M.D 

Present 

Present 

Malcolm  R.  Lewis,  M.D. 

Present 

Present 

Hays  Mitchell,  M.D. 

Present 

Clarence  R.  Sanders,  M.D. 

Present 

Present 

Paul  R.  Stumb,  M.D. 

COUNCILORS 

Present 

1st  District 

.Charles  E.  Allen,  M.D. 

Present 

Present 

2nd  District 

.John  E.  Kesterson,  M.D. 

Present 

Present 

3rd  District 

.Rober+W.  Myers,  Sr.,  M.D. 

4th  District 

.Will  G.  Quarles,  Jr.,  M.D. 

5th  District 

.Sue  P.  W.  Johnson,  M.D. 

6th  District 

.Howard  L.  Salyer,  M.D. 

Present 

Present 

7th  District 

.Tom  R.  Duncan,  M.D. 

Present 

Present 

8th  District 

.Montie  E.  Smith,  Jr.,  M.D. 

Present 

Present 

9th  District 

.James  H.  Ragsdale,  M.D. 

Present 

Present 

10th  District 

.Dennis  A.  Higdon,  M.D. 

AMA  DELEGATES 

Present 

Present 

Thomas  K.  Ballard 

Present 

Present 

John  S.  Derryberry,  M.D. 

Present 

Present 

Hamel  B.  Eason,  M.D. 

Present 

Present 

William  O.  Miller,  M.D. 

Present 

John  B.  Thomison,  M.D. 

Present 

Present 

A.  Roy  Tyrer,  Jr.,  M.D. 

MEMBER  OF  AMA  JUDICIAL  COUNCIL 

Present 

Present 

John  H.  Burkhart,  M.D. 

PAST  PRESIDENT  OF  AMA 

Present 

Present 

Tom  E.  Nesbitt,  M.D. 

PAST  PRESIDENTS  OF  TMA 

Present 

E,  Kent  Carter,  M.D. 

Present 

J.  Kelley  Avery,  M.D. 

Present 

Present 

David  H.  Turner,  M.D. 

Present 

Present 

James  W.  Hays,  M.D. 

Present 

Present 

George  A.  Zirkle,  Jr.,  M.D. 

Present 

Present 

Allen  S.  Edmonson,  M.D. 

Present 

Present 

Nat  E.  Hyder,  Jr.,  M.D. 

CHIEF  MEDICAL  OFFICER 
DEPARTMENT  OF  HEALTH  AND  ENVIRONMENT 

Present 

Fredia  S.  Wadley,  M.D. 

DELEGATES 

EAST  TENNESSEE  GRAND  DIVISION 

County  Society 

Present 

Present 

BLOUNT 

.Marvin  D.  Peterson,  M.D. 

Present 

Present 

John  J.  Ingram,  III,  M.D. 

Present 

Present 

BRADLEY 

.John  Standridge,  M.D. 

Present 

Present 

John  W.  Chambers,  M.D. 

Present 

Present 

CAMPBELL 

.Elijah  G.  Cline,  Jr.,  M.D. 

Present 

Present 

CARTER 

.Gary  R.  Chambers,  M.D. 

Present 

Present 

CHATTANOOGA-HAMILTON 

Thomas  W.  Currey,  M.D. 

Present 

Present 

Robert  K.  Berglund,  M.D. 

Present 

Present 

David  R.  Barnes,  M.D. 

Present 

Present 

Ralph  E.  Nipp,  M.D. 

Present 

Present 

Pete  S.  Soteres,  M.D. 

Present 

Present 

R.  Phillip  Burns,  M.D. 

Present 

Present 

Joel  E Avery,  M.  D. 

Present 

Present 

Samuel  L.  Banks,  M.D. 

Present 

C.  Windom  Kimsey,  M.D. 

Present 

Alfred  Rogers,  M.D. 

Present 

William  E.  Rowe,  M.D. 

Present 

Myron  J.  Szczukowski,  Sr.,  M.D. 

Present 

COCKE* 

.Steven  Gore,  M.D. 

CUMBERLAND 

.Donathan  M.  Ivey,  M.D. 

Present 

Present 

GREENE 

.William  J.  Smead,  M.D. 

HAWKINS* 

Larry  E.  Rodgers,  M.D. 

KNOXVILLE  ACADEMY 

.R.  Kent  Farris,  M.D. 

Present 

Present 

Ted  F.  Haase,  Jr.,  M.D. 

Present 

Present 

Joseph  B.  Moon,  M.D. 

Present 

Present 

Travis  E.  Morgan,  M.D. 

Present 

Present 

George  H.  Wood,  M.D. 

Present 

Present 

William  D.  Black,  M.D. 

Present 

Present 

A.  B.  Kliefoth,  III,  M.D. 

Present 

Present 

Carroll  W.  McGinnis,  M.D. 

Present 

Present 

Randolph  M.  Lowry,  M.D. 

Present 

R.  Leslie  Hargrove,  M.D. 

Present 

Mary  B.  Duffy,  M.D. 

Present 

Michael  M.  Miller,  M.D. 

Present 

William  G.  Laing,  M.D. 
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Prevent  recurrences 
month  after  month* 

ZOVIRAX 

(acyclovir) 

CAPSULES 

Brief  Summary 

INDICATIONS  AND  USAGE:  Zovirax  Cap 
sules  are  indicated  for  the  treatment  of  initial 
episodes  and  the  management  of  recurrent  epi- 
sodes of  genital  herpes  in  certain  patients. 

The  severity  of  disease  is  variable  depending 
upon  the  immune  status  of  the  patient,  the  fre- 
quency and  duration  of  episodes,  and  the  degree 
of  cutaneous  or  systemic  involvement.  These 
factors  should  determine  patient  management, 
which  may  include  symptomatic  support  and 
counseling  only,  or  the  institution  of  specific 
therapy.  The  physical,  emotional  and  psycho- 
social difficulties  posed  by  herpes  infections  as 
well  as  the  degree  of  debilitation,  particularly  in 
immunocompromised  patients,  are  unique  for 
each  patient,  and  the  physician  should  deter- 
mine therapeutic  alternatives  based  on  his  or 
her  understanding  of  the  individual  patient’s 
needs.  Thus  Zovirax  Capsules  are  not  appropri- 
ate in  treating  all  genital  herpes  infections.  The 
following  guidelines  may  be  useful  in  weighing 
the  benefit/risk  considerations  in  specific  disease 
categories: 

First  Episodes  (primary  and  nonprimary  infec- 
tions — commonly  known  as  initial  genital 
herpes): 

Double-blind,  placebo-controlled  studies  have 
demonstrated  that  orally  administered  Zovirax 
significantly  reduced  the  duration  of  acute  infec- 
tion (detection  of  virus  in  lesions  by  tissue  cul- 
ture) and  lesion  healing.  The  duration  of  pain 
and  new  lesion  formation  was  decreased  in 
some  patient  groups.  The  promptness  of 
initiation  of  therapy  and/or  the  patient’s  prior 
exposure  to  Herpes  simplex  virus  may  influence 
the  degree  of  benefit  from  therapy.  Patients  with 
mild  disease  may  derive  less  benefit  than  those 
with  more  severe  episodes.  In  patients  with  ex- 
tremely severe  episodes,  in  which  prostration, 
central  nervous  system  involvement,  urinary 
retention  or  inability  to  take  oral  medication  re- 
quire hospitalization  and  more  aggressive  man- 
agement, therapy  may  be  best  initiated  with 
intravenous  Zovirax. 

Recurrent  Episodes: 

Double-blind,  placebo-controlled  studies  in 
patients  with  frequent  recurrences  (6  or  more 
episodes  per  year)  have  shown  that  Zovirax 
Capsules  given  for  4 to  6 months  prevented  or 
reduced  the  frequency  and/or  severity  of  recur- 
rences in  greater  than  95%  of  patients.  Clinical 
recurrences  were  prevented  in  40  to  75%  of  pa- 
tients. Some  patients  experienced  increased 
severity  of  the  first  episode  following  cessation 
of  therapy;  the  severity  of  subsequent  episodes 
and  the  effect  on  the  natural  history  of  the 
disease  are  still  under  study. 

The  safety  and  efficacy  of  orally  administered 
acyclovir  in  the  suppression  of  frequent  episodes 
of  genital  herpes  have  been  established  only  for 
up  to  6 months.  Chronic  suppressive  therapy  is 
most  appropriate  when,  in  the  judgement  of  the 
physician,  the  benefits  of  such  a regimen  out- 
weigh known  or  potential  adverse  effects.  In 
general,  Zovirax  Capsules  should  not  be  used  for 
the  suppression  of  recurrent  disease  in  mildly 
affected  patients.  Unanswered  questions  con- 
cerning the  human  relevance  of  in  vitro  muta- 
genicity studies  and  reproductive  toxicity 
studies  in  animals  given  very  high  doses  of  acy- 
clovir for  short  periods  (see  Carcinogenesis, 
Mutagenesis,  Impairment  of  Fertility)  should  be 
borne  in  mind  when  designing  long-term  man- 
agement for  individual  patients.  Discussion  of 
these  issues  with  patients  will  provide  them  the 
opportunity  to  weigh  the  potential  for  toxicity 
against  the  severity  of  their  disease.  Thus,  this 
regimen  should  be  considered  only  for  appropri- 
ate patients  and  only  for  six  months  until  the 
results  of  ongoing  studies  allow  a more  precise 
evaluation  of  the  benefit/risk  assessment  of 
prolonged  therapy. 

Limited  studies  have  shown  that  there  are  cer- 
tain patients  for  whom  intermittent  short-term 
treatment  of  recurrent  episodes  is  effective.  This 


approach  may  be  more  appropriate  than  a sup- 
pressive regimen  in  patients  with  infrequent 
recurrences. 

Immunocompromised  patients  with  recurrent 
herpes  infections  can  be  treated  with  either 
intermittent  or  chronic  suppressive  therapy. 
Clinically  significant  resistance,  although  rare, 
is  more  likely  to  be  seen  with  prolonged  or  re- 
peated therapy  in  severely  immunocompromised 
patients  with  active  lesions. 
CONTRAINDICATIONS:  Zovirax  Capsules 
are  contraindicated  for  patients  who  develop 
hypersensitivity  or  intolerance  to  the  compo- 
nents of  the  formulation. 

WARNINGS:  Zovirax  Capsules  are  intended  for 
oral  ingestion  only. 

PRECAUTIONS:  General:  Zovirax  has  caused 
decreased  spermatogenesis  at  high  doses  in  some 
animals  and  mutagenesis  in  some  acute  studies 
at  high  concentrations  of  drug  (see  PRECAU- 
TIONS — Carcinogenesis,  Mutagenesis, 
Impairment  of  Fertility).  The  recommended  dos- 
age and  length  of  treatment  should  not  be  ex- 
ceeded (see  DOSAGE  AND  ADMINISTRATION). 

Exposure  of  Herpes  simplex  isolates  to  acy- 
clovir in  vitro  can  lead  to  the  emergence  of  less 
sensitive  viruses.  The  possibility  of  the  appear- 
ance of  less  sensitive  viruses  in  man  must  be 
borne  in  mind  when  treating  patients.  The  rela- 
tionship between  the  in  vitro  sensitivity  of 
Herpes  simplex  virus  to  acyclovir  and  clinical 
response  to  therapy  has  yet  to  be  established. 

Because  of  the  possibility  that  less  sensitive 
virus  may  be  selected  in  patients  who  are  receiv- 
ing acyclovir,  all  patients  should  be  advised  to 
take  particular  care  to  avoid  potential  transmis- 
sion of  virus  if  active  lesions  are  present  while 
they  are  on  therapy.  In  severely  immunocompro- 
mised patients,  the  physician  should  be  aware 
that  prolonged  or  repeated  courses  of  acyclovir 
may  result  in  selection  of  resistant  viruses 
which  may  not  fully  respond  to  continued  acy- 
clovir therapy. 

Drug  Interactions:  Co-administration  of  pro- 
benecid with  intravenous  acyclovir  has  been 
shown  to  increase  the  mean  half-life  and  the 
area  under  the  concentration-time  curve. 
Urinary  excretion  and  renal  clearance  were 
correspondingly  reduced. 

Carcinogenesis,  Mutagenesis,  Impairment 
of  Fertility:  Acyclovir  was  tested  in  lifetime 
bioassays  in  rats  and  mice  at  single  daily  doses 
of  50, 150  and  450  mg/kg  given  by  gavage.  There 
was  no  statistically  significant  difference  in  the 
incidence  of  tumors  between  treated  and  control 
animals,  nor  did  acyclovir  shorten  the  latency  of 
tumors.  In  2 in  vitro  cell  transformation  assays, 
used  to  provide  preliminary  assessment  of  poten- 
tial oncogenicity  in  advance  of  these  more  defini- 
tive life-time  bioassays  in  rodents,  conflicting 
results  were  obtained.  Acyclovir  was  positive 
at  the  highest  dose  used  in  one  system  and  the 
resulting  morphologically  transformed  cells 
formed  tumors  when  inoculated  into  immuno- 
suppressed,  syngeneic,  weanling  mice.  Acyclovir 
was  negative  in  another  transformation  system 
considered  less  sensitive. 

In  acute  studies,  there  was  an  increase,  not 
statistically  significant,  in  the  incidence  of 
chromosomal  damage  at  maximum  tolerated 
parenteral  doses  of  100  mg/kg  acyclovir  in  rats 
but  not  Chinese  hamsters;  higher  doses  of  500 
and  1000  mg/kg  were  clastogenic  in  Chinese 
hamsters.  In  addition,  no  activity  was  found 
after  5 days  dosing  in  a dominant  lethal  study  in 
mice.  In  6 of  11  microbial  and  mammalian  cell 
assays,  no  evidence  of  mutagenicity  was  ob- 
served. At  3 loci  in  a Chinese  hamster  ovary  cell 
line,  the  results  were  inconclusive.  In  2 mam- 
malian cell  assays  (human  lymphocytes  and 
L5178Y  mouse  lymphoma  cells  in  vitro),  positive 
responses  for  mutagenicity  and  chromosomal 
damage  occurred,  but  only  at  concentrations  at 
least  400  times  the  acyclovir  plasma  levels 
achieved  in  man. 

Acyclovir  has  not  been  shown  to  impair  fertil- 
ity or  reproduction  in  mice  (450  mg/kg/day,  p.o.) 
or  in  rats  (25  mg/kg/day,  s.c.).  At  50  mg/kg/day 
s.c.  in  the  rat,  there  was  a statistically  sig- 
nificant increase  in  post-implantation  loss,  but 
no  concomitant  decrease  in  litter  size.  In  female 
rabbits  treated  subcutaneously  with  acyclovir 
subsequent  to  mating,  there  was  a statistically 
significant  decrease  in  implantation  efficiency 
but  no  concomitant  decrease  in  litter  size  at  a 
dose  of  50  mg/kg/day.  No  effect  upon  implanta- 
tion efficiency  was  observed  when  the  same  dose 
was  administered  intravenously.  In  a rat  peri- 
and  postnatal  study  at  50  mg/kg/day  s.c.,  there 
was  a statistically  significant  decrease  in  the 
group  mean  numbers  of  corpora  lutea,  total 
implantation  sites  and  live  fetuses  in  the  Fi 
generation.  Although  not  statistically  signifi- 


cant, there  was  also  a dose  related  decrease  in 
group  mean  numbers  of  live  fetuses  and  implan- 
tation sites  at  12.5  mg/kg/day  and  25  mg/kg/day, 
s.c.  The  intravenous  administration  of 
100  mg/kg/day,  a dose  known  to  cause  obstruc- 
tive nephropathy  in  rabbits,  caused  a significant 
increase  in  fetal  resorptions  and  a corresponding 
decrease  in  litter  size.  However,  at  a maximum 
tolerated  intravenous  dose  of  50  mg/kg/day  in 
rabbits,  there  were  no  drug-related  reproductive 
effects. 

Intraperitoneal  doses  of  320  or  80  mg/kg/day 
acyclovir  given  to  rats  for  1 and  6 months,  re- 
spectively, caused  testicular  atrophy.  Testicular 
atrophy  was  persistent  through  the  4-week  post- 
dose recovery  phase  after  320  mg/kg/day;  some 
evidence  of  recovery  of  sperm  production  was 
evident  30  days  postdose.  Intravenous  doses  of 
100  and  200  mg/kg/day  acyclovir  given  to  dogs 
for  31  days  caused  aspermatogenesis.  Testicles 
were  normal  in  dogs  given  50  mg/kg/day,  i.v.  for 
one  month. 

Pregnancy:  Teratogenic  Effects:  Pregnancy 
Category  C. /Acyclovir  was  not  teratogenic  in  the 
mouse  (450  mg/kg/day,  p.o.),  rat  (50  mg/kg/day, 
s.c.)  or  rabbit  (50  mg/kg/day,  s.c.  and  i.v.).  There 
are  no  adequate  and  well-controlled  studies  in 
pregnant  women.  Acyclovir  should  not  be  used 
during  pregnancy  unless  the  potential  benefit 
justifies  the  potential  risk  to  the  fetus.  Although 
acyclovir  was  not  teratogenic  in  animal  studies,, 
the  drug’s  potential  for  causing  chromosome 
breaks  at  high  concentration  should  be  taken 
into  consideration  in  making  this  determination. 
Nursing  Mothers:  It  is  not  known  whether  this 
drug  is  excreted  in  human  milk.  Because  many 
drugs  are  excreted  in  human  milk,  caution 
should  be  exercised  when  Zovirax  is  adminis- 
tered to  a nursing  woman.  In  nursing  mothers, 
consideration  should  be  given  to  not  using  acy- 
clovir treatment  or  discontinuing  breastfeeding. 
Pediatric  Use:  Safety  and  effectiveness  in 
children  have  not  been  established. 

ADVERSE  REACTIONS  — Short-Term 
Administration:  The  most  frequent  adverse 
reactions  reported  during  clinical  trials  were 
nausea  and/or  vomiting  in  8 of  298  patient  treat- 
ments (2.7%)  and  headache  in  2 of  298  (0.6%). 
Less  frequent  adverse  reactions,  each  of  which 
occurred  in  1 of  298  patient  treatments  (0.3%), 
included  diarrhea,  dizziness,  anorexia,  fatigue, 
edema,  skin  rash,  leg  pain,  inguinal  adenopathy, 
medication  taste  and  sore  throat. 

Long-Term  Administration:  The  most  frequent 
adverse  reactions  reported  in  studies  of  daily 
therapy  for  3 to  6 months  were  headache  in  33  of 
251  patients  (13.1%),  diarrhea  in  22  of  251 
(8.8%),  nausea  and/or  vomiting  in  20  of  251 
(8.0%),  vertigo  in  9 of  251  (3.6%),  and  arthralgia 
in  9 of  251  (3.6%).  Less  frequent  adverse  reac- 
tions, each  of  which  occurred  in  less  than  3%  of 
the  251  patients  (see  number  of  patients  in 
parentheses),  included  skin  rash  (7),  insomnia 
(4),  fatigue  (7),  fever  (4),  palpitations  (1),  sore 
throat  (2),  superficial  thrombophlebitis  (1), 
muscle  cramps  (2),  pars  planitis  (1),  menstrual 
abnormality  (4),  acne  (3),  lymphadenopathy  (2), 
irritability  (1),  accelerated  hair  loss  (1),  and 
depression  (1). 

DOSAGE  AND  ADMINISTRATION:  TVeat- 
ment  of  initial  genital  herpes:  One  200  mg  cap- 
sule every  4 hours,  while  awake,  for  a total  of 
5 capsules  daily  for  10  days  (total  50  capsules). 

Chronic  suppressive  therapy  for  recur- 
rent disease:  One  200  mg  capsule  3 times  daily 
for  up  to  6 months.  Some  patients  may  require 
more  drug,  up  to  one  200  mg  capsule  5 times 
daily  for  up  to  6 months. 

Intermittent  Therapy:  One  200  mg  capsule 
every  4 hours,  while  awake,  for  a total  of  5 
capsules  daily  for  5 days  (total  25  capsules). 
Therapy  should  be  initiated  at  the  earliest  sign 
or  symptom  (prodrome)  of  recurrence. 

Patients  With  Acute  or  Chronic  Renal  Im- 
pairment: One  200  mg  capsule  every  12  hours  is 
recommended  for  patients  with  creatinine  clear- 
ance £10  ml/min/1.73/m2. 

HOW  SUPPLIED:  Zovirax  Capsules  (blue, 
opaque)  containing  200  mg  acyclovir  and  printed 
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REPORTS  OF  OFFICERS 


Report  of  the  President 

James  R.  Royal,  M.D. 

The  year  1986  was  a year  of  change  for  medicine.  We 
have  been  forced  to  reevaluate  our  traditional  ways  of  prac- 
ticing medicine.  We  have  accepted  the  fact  that  the  winds  of 
change  will  affect  our  future  course.  How  we  adjust  to  influ- 
ence those  changes  will  decide  our  future. 

The  AMA  had  as  the  theme  for  this  year's  Leadership 
Conference  “Controlling  the  Changes.”  Discussions  were  held 
on  how  we  as  a profession  can  best  influence  the  direction  of 
the  coming  changes  for  the  good  of  our  patients  and  our 
profession.  We  must  actively  participate. 

The  Health  Policy  Agenda  for  the  American  People  has 
just  been  completed  and  published.  This  forward  looking  in- 
novative project  was  initiated  by  the  AMA  five  years  ago. 
One  hundred  and  seventy-two  organizations  which  included 
insurers,  consumer  and  business  groups,  government  agen- 
cies, the  AMA,  and  other  health  groups  were  involved  in 
developing  a comprehensive  framework  for  health  care  policy 
in  the  United  States.  All  interests  of  the  American  people 
were  represented.  The  coalition’s  goal  is  that  “through  a 
combination  of  federal,  state  and  private  sector  actions,  no 
American  will  be  denied  access  to  quality  medical  care  be- 
cause of  his  or  her  ability  to  pay.”  Although  we  will  not  agree 
with  some  of  the  recommendations,  we  should  help  imple- 
ment those  parts  which  best  serve  to  provide  the  best  health 
care  possible  for  our  patients. 

A dedicated  group  of  our  members  has  worked  long  and 
hard  to  study,  organize  and  launch  the  TMA-sponsored  In- 
dependent Practice  Association  (IPA)  as  directed  by  this 
House  of  Delegates.  More  than  1,100  of  our  members  have 
joined  to  participate  in  this  venture.  The  governing  board  has 
been  chosen  and  the  company  has  been  incorporated.  Feasi- 
bility studies  have  been  done  by  professionals  with  the  con- 
clusion that  a viable  successful  project  is  possible.  We  will 
have  a physician  oriented  and  directed  option  to  the  myriad 
of  other  programs  being  offered  by  outsiders. 

The  Tennessee  Association  for  Civil  Justice  Reform  is 
functioning  well.  We  have  joined  with  organizations  repre- 
senting all  areas  of  society  to  work  for  tort  reform  in  Tennes- 
see. The  TMA  is  not  alone  this  year  in  working  for  legislative 
relief  of  the  mess  that  is  affecting  all  aspects  of  our  profes- 
sional and  business  lives.  I hope  the  coalition  will  remain  vi- 
able and  active  until  relief  is  obtained. 

I was  privileged  to  attend  both  sessions  of  the  AMA  House 
of  Delegates  as  an  alternate  delegate.  I was  impressed  with 
the  intensity  and  democratic  manner  in  which  debate  was 
conducted  in  reference  committees  and  on  the  House  floor. 
I am  now  more  comfortable  with  our  national  leadership.  Our 
future  lies  with  our  continued  participation  and  support  of 
the  AMA. 
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We  still  have  major  problems  to  be  solved,  and  as  the 
leaders  in  health  care  we  must  guide  and  direct  the  changes 
coming.  Indigent  care,  Medicaid,  Medicare,  catastrophic  and 
long  term  care  must  still  be  addressed  and  solutions  found. 
We  must  participate  in  controlling  the  changes.  As  society 
comes  to  grips  with  the  moral  and  ethical  questions  posed  by 
rapid  developments  in  health  care  technology,  who  should 
have  access,  under  what  circumstances  should  it  be  applied 
or  withdrawn,  and  what  are  the  roles  of  providers  and  pa- 
tients in  reaching  these  decisions? 

Research  funding  is  essential  to  the  continued  improve- 
ment of  the  health  of  the  American  people.  We  must  also 
address  health  in  the  workplace,  health  education  and  safety, 
use  of  health  care  benefit  packages,  and  education  of  health 
professionals.  We  shall  be  busy. 

Our  TMA  staff  under  the  leadership  of  Mr.  Hadley  Wil- 
liams has  been  super  in  helping  rne  and  the  other  officers 
through  this  unique  year  of  change.  We  can  all  be  proud  of 
our  small,  but  dedicated  and  capable  staff.  Thanks  to  all  of 
you. 

As  Dr.  Galyon  takes  the  office  of  president,  I wish  him 
well  and  pledge  my  wholehearted  support  as  we  try  to  control 
the  changes  being  forced  upon  us. 

REFERENCE  COMMITTEE  C — reviewed  the  report  of  the 
president,  expressed  its  deepest  thanks  to  Dr.  Royal  for  his 
leadership  and  work  this  past  year,  and  recommended  that  the 
report  be  filed. 


Report  of  the 
Board  of  Trustees 

Arden  J.  Butler,  Jr.,  M.D.,  Chairman 


The  Board  of  Trustees  meets  quarterly  to  conduct  the 
business  of  the  Tennessee  Medical  Association.  Some  of  its 
duties  are  to  implement  policies  established  by  the  House  of 
Delegates,  administer  its  affairs,  make  appointments  and 
awards,  and  to  consider  how  this  organization  can  better  meet 
the  needs  of  its  members.  There  are  five  scheduled  meetings 
of  the  Board  of  Trustees  each  year,  two  being  during  the 
annual  meeting  in  April — first  that  of  the  old  Board  meeting 
on  the  day  that  the  meeting  starts  and  the  newly  elected  Board 
meeting  on  Saturday  after  the  House  of  Delegates  meeting. 
Between  meetings  of  the  full  Board,  the  Executive  Commit- 
tee, composed  of  five  of  the  officers  of  the  Association,  han- 
dles various  items  of  importance  referred  to  the  Association. 
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I shall  touch  briefly  on  several  of  the  more  important  items 
that  were  handled  this  year  and  then  will  append  a much 
more  detailed  list  of  actions  taken  by  the  Board.  This  list  is 
not  designed  to  be  read  verbatim  but  should  be  scanned  when 
you  have  a few  minutes  with  the  thought  in  mind  of  the  many 
complex  and  varied  ways  that  this  Association  serves  its 
members. 

The  Board  appointed  an  implementation  committee  to 
study  the  feasibility  of  forming  a statewide  independent  prac- 
tice association  (IPA).  Dr.  Thurman  Pedigo  of  McMinnville 
was  appointed  chairman  of  this  committee.  This  group  has 
worked  very  diligently  throughout  the  year.  An  initial  signup 
was  started  in  the  summer  with  a participation  fee  being  col- 
lected. and  this  resulted  in  over  1,100  people  being  signed  up 
prior -to  the  first  of  the  year.  A contract  was  entered  into  w'ith 
Bay  State  HMO  Management  of  Cambridge,  Mass.,  and  they 
conducted  a very  thorough  and  very  comprehensive  feasibil- 
ity and  pre-development  report  which  was  presented  in  its 
final  form  Feb.  3,  1987.  With  permission  of  the  Board  of 
Trustees  of  TMA.  this  group  incorporated  as  the  Tennessee 
Physicians  Practice  Association,  Inc.  in  December  1986.  This 
was  a non-profit  corporation  under  Tennessee  law.  The  fed- 
eral status  of  this  has  not  been  determined  as  yet.  This  is  a 
very  important  and  very  complex  activity.  The  first  member- 
ship meeting  of  the  IPA  will  be  held  on  April  11.  I would 
urge  all  of  you  who  are  members  to  attend  if  you  can. 

Another  important  activity  this  year  has  been  TMA’s  par- 
ticipation in  the  Tennessee  Association  for  Civil  Justice  Re- 
form. Inc.,  which  is  pursuing  the  very  worthwhile  task  of  ob- 
taining tort  reform  in  Tennessee.  We  have  been  active  as  an 
organization  in  this  group.  Many  of  our  members  individually 
have  been  active,  and  over  400  of  them  have  signed  up  as 
individual  members  of  this  association.  TMA  and  TMA 
members  have  been  directly  responsible  for  raising  $44,245 
to  help  in  this  effort,  and  it  is,  and  will  be,  an  ongoing  activ- 
ity. 

We  have  also  implemented  a Hospital  Medical  Staff  Sec- 
tion that  has  met  and  elected  officers.  Their  full  meeting  was 
March  1,  1987.  We  look  forward  to  this  group  being  an  im- 
portant source  of  information  and  activity  for  our  member- 
ship. 

TMA  Physician  Services,  Inc.,  our  for-profit  corporation 
that  handles  insurance  programs  and  other  activities,  gener- 
ated over  $50,000  in  profit  this  year  for  the  Tennessee  Med- 
ical Association.  This  is  a great  help  in  the  ongoing  expenses 
of  the  organization  and  will  allow  us  to  provide  more  service 
and  hold  dues  increases  to  an  absolute  minimum. 

The  Board  has  taken  actions  that  have  strengthened  the 
Impaired  Physician  Committee.  This  committee  is  doing  a 
tremendous  job  and  is  gaining  national  recognition  for  its  work 
with  impaired  physicians.  Dr.  David  Dodd  is  the  full-time 
medical  director.  Again  this  year  we  won  the  Tharp  Award 
and  have  designated  that  money  for  the  ongoing  collection  of 
data  and  supplying  of  this  data  in  a statistical  form  only  to 
the  national  agency  to  help  improve  knowledge  about  this 
very  crucial  and  worthwhile  activity.  The  Board  also  ap- 
proved a methodology  w'hereby  Dr.  Dodd  can  be  covered 
adequately  during  periods  of  vacation  and  can  have  a reason- 
able time  away  from  work. 

Working  with  government  agencies  has  been  of  concern 
to  us  this  year.  The  Board  of  Medical  Examiners  has  put  out 
regulations  concerning  the  taking  of  x-rays  in  physician  of- 
fices. These  are  ongoing  discussions,  and  the  final  regulations 
have  not  been  approved  as  yet.  As  chairman  of  your  Board 
of  Trustees,  I testified  at  a public  hearing  on  this  subject  on 


March  21,  1987,  and  I would  urge  the  members  to  keep  up 
with  things  in  this  area.  We  have  also  looked  into  some  com- 
plaints concerning  activities  of  the  Mid-South  Foundation  for 
Medical  Care,  Inc.,  which  is  the  agency  that  implements  peer 
review  for  the  Medicare  program  in  the  state.  There  is  at 
least  one  resolution  from  the  Board  and  other  resolutions  from 
other  sources  to  be  presented  to  this  body  today  on  those 
subjects.  This,  too,  is  an  ongoing  type  activity  that  will  re- 
quire vigilance  on  our  part. 

Although  166  separate  items  of  business  were  brought  be- 
fore the  Board  during  regular  quarterly  meetings,  the  follow- 
ing are  abstracted  highlights  of  some  of  the  more  important 
items  of  business  acted  upon  by  the  Board  during  the  past  12 
months: 

Second  Quarter  Meeting — April  9 and  12,  1986 
The  Board: 

— Approved  a request  by  the  TMA  Auxiliary  for  an  appro- 
priation of  $4,000  for  a TMAA-sponsored  Teen  Health 
Workshop  planned  for  the  fall  in  Memphis. 

— Presented  to  Mr.  Bill  Ellis  of  Smith,  Reed,  Thompson  & 
Ellis  a resolution  of  commendation  in  appreciation  for  his 
21  years  of  service  to  TMA  as  administrator  of  TMA-spon- 
sored  insurance  plans. 

— Received  a report  from  Dr.  Malcolm  R.  Lewis  on  a planned 
premium  increase  of  12.3%  by  SVMIC  in  1986,  the  small- 
est increase  in  the  company’s  history.  Dr.  Lewis  noted  the 
resignation  of  Dr.  J.  Kelley  Avery  from  the  SVMIC  staff. 
A proposal  has  been  submitted  to  the  Tennessee  Dental 
Association  for  professional  liability  coverage  for  dentists. 
— Received  a report  from  TMA  Staff  Attorney  Jack  Fosbin- 
der  that  IMPACT  has  received  AMPAC’s  first  place  Sus- 
taining Membership  Award. 

— Voted  to  send  a letter  to  the  Health  Care  Financing 
Administration  in  support  of  the  Mid-South  Foundation  for 
Medical  Care  as  the  PRO  for  Tennessee. 

— Voted  to  adopt  positions  on  each  resolution  submitted  to 
the  TMA  House  of  Delegates. 

— Received  and  approved  the  first  quarter  financial  state- 
ment. 

— Voted  to  send  a letter  of  endorsement  for  Dr.  John  Chap- 
man’s candidacy  for  a position  on  the  AMA  Council  on 
Medical  Education. 

— Received  two  resolutions  submitted  to  TMA  by  the  Ten- 
nessee Association  for  Home  Health.  One  resolution  calls 
for  TAHH  to  form  an  interprofessional  committee  to  work 
with  TMA.  The  second  resolution  calls  for  physicians  to 
approve  only  those  home  health  services  which  are  medi- 
cally indicated;  to  approve  home  health  services  only  to 
those  patients  to  whom  the  physician  provides  care;  and 
recognizes  the  physician  as  the  primary  determinant  of  home 
health  care  services. 

— Recognized  Drs.  John  R.  Nelson.  Jr.,  Hugh  Francis,  Jr., 
Thurman  L.  Pedigo,  Thomas  K.  Ballard,  and  William  F. 
Buchner  for  their  service  to  TMA  as  members  of  the  Board 
of  Trustees. 

— Elected  Drs.  Arden  J.  Butler,  Jr.,  chairman  of  the  Board 
of  Trustees;  Paul  R.  Stumb,  vice-chairman;  Jack  Butter- 
worth,  Jr.,  secretary-treasurer;  and  Mr.  L.  Hadley  Wil- 
liams, assistant  secretary-treasurer. 

— Appointed  Dr.  Thurman  L.  Pedigo,  McMinnville,  chair- 
man of  the  IPA  Implementation  Task  Force. 
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Third  Quarter  Meeting — July  13,  1986 

The  Board: 

— Approved  the  general  organizational  structure  of  a state- 
wide TMA-IPA  as  recommended  by  the  IPA  Task  Force. 

— Received  a report  from  Dr.  Sanders  that  the  Joint  Under- 
writing Association  Board  had  voted  to  return  $4.5  million 
to  participating  physicians  in  1986. 

— Approved  the  appointment  of  an  ad  hoc  committee  to  work 
with  Medicaid  on  the  issue  of  Medicaid  uniform  reim- 
bursement, as  directed  by  Resolution  No.  6-86,  adopted  by 
the  TMA  House  of  Delegates  in  April  1986. 

— Received  a report  on  the  status  of  plans  for  TMA  cospon- 
sorship of  the  Southeastern  Conference  on  Drug  Abuse, 
Sept.  24-26,  1986  in  Nashville. 

— Voted  to  increase  the  price  for  TMA’s  contract  evaluation 
service  to  $225  for  the  first  person  or  group  requesting  the 
evaluation.  All  subsequent  evaluations  will  be  available  for 
a fee  of  $25. 

— Approved  TMA  cosponsorship  of  a Geriatrics  Symposium, 
to  be  held  in  conjunction  with  a regional  meeting  of  the 
American  Medical  Directors  Association  in  December  1986 
in  Nashville. 

— Received  a report  from  TMA  Auxiliary  president,  Mrs. 
Joanne  Edmonson,  that  Tennessee  received  two  member- 
ship awards  and  five  AMA-ERF  awards. 

— Received  cf  report  from  Dr.  Lewis  that  SVMIC  has  been 
given  an  A+  rating  by  A.M.  Best,  Inc. 

— Received  a report  that  HCFA  has  awarded  the  PRO  con- 
tract to  the  Mid-South  Foundation  for  Medical  Care.  HCFA 
is  interested  in  regionalizing,  and  in  the  future  Tennessee 
may  be  bidding  on  contracts  in  other  states. 

— Received  a report  that  IMPACT  has  a total  membership 
of  907  (701  sustaining  members,  111  corporate  contribu- 
tors, 95  auxilians). 

— Approved  the  use  of  Tharp  Award  funds  for  developing  a 
computerized  records  system  for  the  Impaired  Physician 
Program. 

—Received  a report  from  TMA  Executive  Director  L.  Had- 
ley Williams  on  the  formation  of  a statewide  coalition  for 
tort  reform.  Each  participating  organization  has  been  asked 
to  contribute  $500  for  membership.  Individual  member- 
ships will  be  $100.  The  Board  approved  $500  for  TMA 
membership  in  the  Tennessee  Association  for  Civil  Justice 
Reform. 

— Voted  to  support  the  Tennessee  Society  of  Obstetrics  and 
Gynecology’s  opposition  to  proposed  regulation  of  state 
perinatal  centers. 

— Voted  to  appoint  the  physicians  serving  on  the  Medicaid 
Medical  Care  Advisory  Committee  as  ex-officio  members 
of  the  TMA  Governmental  Medical  Services  Committee. 

— Voted  to  support  the  AMA  pilot  study  designed  to  place 
physicians  in  schools  as  volunteer  instructors  in  drug  abuse 
prevention  programs. 

— Appointed  Dr.  Phillip  Pedigo,  Memphis,  as  TMA’s  repre- 
sentative to  the  Tennessee  Non-Smoking  Coalition. 

— Voted  to  submit  for  consideration  of  appointment  to  the 
Board  of  Medical  Examiners  the  name  of  Dr.  John  Dori- 
an, Memphis. 

— Appointed  Dr.  William  P.  Stallworth,  Knoxville,  as  a 
member  of  the  TMA  Committee  on  Hospitals.  Appointed 
Drs.  Kimball  Maull  of  Knoxville,  John  Morris,  Jr.,  of 
Nashville,  and  Riley  Jones  of  Memphis  as  members  of  the 
TMA  Emergency  Medical  Services  Committee. 
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Fourth  Quarter  Meeting — October  12,  1986 

The  Board: 

— Received  a report  from  Dr.  Thurman  L.  Pedigo  that  the 
TMA-IPA  has  a total  of  1,088  members  to  date.  The  TMA- 
IPA  Task  Force  has  entered  into  a contractual  arrange- 
ment with  Bay  State  HMO  Management  Company  of  Bos- 
ton to  conduct  a feasibility  study.  The  Board  voted  to  au- 
thorize the  TMA-IPA  Steering  Committee  to  incorporate 
the  IPA. 

— Received  a report  from  TMA  Staff  Attorney  Jere  Sue  Ad- 
ams that  the  Tennessee  Association  for  Civil  Justice  Re- 
form (of  which  TMA  is  a member)  has  hired  a public  re- 
lations firm  to  develop  strategies  for  coalition  efforts.  A 
total  of  301  individual  TMA  physician  members  have  joined 
the  coalition. 

— Received  a report  from  TMA  Executive  Assistant  Mark 
Greene  that  the  Governor’s  Task  Force  on  Tort  Reform 
had  concluded  its  hearings  and  would  begin  work  on  its 
final  report  later  in  the  month.  TMA  leaders  provided  well- 
organized  testimony  in  each  hearing  location,  as  did 
SVMIC. 

— Received  a report  from  Dr.  Ted  Galyon  on  the  initial 
meeting  of  the  TMA  Hospital  Medical  Staff  Section  Com- 
mittee. The  committee  has  adopted  governing  principles 
for  approval  by  the  TMA  Board.  The  Board  voted  to  ap- 
point Dr.  John  R.  Nelson,  Jr.  of  Knoxville  as  chairman  of 
the  Hospital  Medical  Staff  Section  until  the  initial  Section 
meeting  on  March  1,  1987,  in  Nashville. 

— Received  a report  from  Dr.  Hays  Mitchell  on  his  testimony 
at  a public  hearing  conducted  by  the  State  Perinatal  Advi- 
sory Committee.  Dr.  Mitchell  reported  that  no  testimony 
was  given  in  support  of  the  proposed  perinatal  regulations. 

— Received  a report  from  TMA  Executive  Assistant  John 
Grant  that  a total  of  14  medical  specialty  society  programs 
have  been  approved  for  Category  1 CME  credit  in  con- 
junction with  the  152nd  annual  meeting  of  TMA,  April  8- 
11,  1987. 

— Received  a report  from  TMA  Auxiliary  president,  Mrs. 
Allen  Edmonson,  on  Auxiliary  activities. 

— Received  a report  from  Dr.  James  Royal  that  SVMIC’s 
Loss  Prevention  Seminars  would  be  limited  to  five  or  six 
during  1987  and  each  would  consist  of  one-half  day  ses- 
sions. A $2-million  dividend  to  stockholders  has  been  de- 
clared. Dr.  Lewis  noted  that  the  number  of  claims  for  the 
year  has  decreased  but  has  increased  in  severity. 

— Received  a report  from  Dr.  Clarence  Sanders  that  Mid- 
South  Foundation  for  Medical  Care  has  signed  a new  con- 
tract with  HCFA  and  that  precertification  has  been  re- 
duced to  five  procedures.  He  urged  physicians  to  continue 
to  use  the  published  guidelines  to  avoid  difficulties  and 
noted  that  readmissions  will  have  more  review  than  in  the 
past. 

— Received  a report  from  Dr.  Charles  Thorne,  chairman  of 
the  TMA  Impaired  Physician  Committee,  requesting  re- 
newal of  the  medical  director’s  contract  at  the  current  sal- 
ary level,  including  a provision  for  vacation  time,  backup 
or  “on-call”  services  during  the  director’s  leave  time,  and 
support  of  AMA’s  request  of  participation  in  an  impaired 
physician  system  pilot  project.  The  Board  voted  to  renew 
Dr.  David  Dodd’s  contract  at  the  same  salary  level  with  a 
provision  to  include  four  weeks’  vacation.  The  Board  voted 
to  refer  to  the  Finance  Committee  the  Impaired  Physician 
Committee’s  request  for  providing  “on-call”  services  dur- 
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ing  Dr.  Dodd’s  leave  time.  The  Board  voted  to  approve 
participation  in  the  multistate  data  base  on  impaired  phy- 
sicians. 

First  Quarter  Meeting — January  17-18,  1987 

The  Board: 

— Voted  to  approve  the  Impaired  Physician  Committee  rec- 
ommendation that  the  physician  covering  the  vacation  pe- 
riods of  the  medical  director  of  the  Impaired  Physician 
Program  be  on  call  24  hours  per  day. 

— Received  a report  from  the  staff  that  TMA  and  individual 
physicians  had  made  contributions  to  the  Tennessee  Asso- 
ciation for  Civil  Justice  Reform  totaling  $44,245,  and  that 
proposed  legislation  was  being  drafted  for  introduction  in 
the  Tennessee  General  Assembly. 

— Received  a report  from  staff  that  a not-for-profit  charter 
had  been  filed  and  approved  by  the  Secretary  of  State's 
office  in  the  name  of  Tennessee  Physicians  Practice  Asso- 
ciation, Inc.  and  that  all  funds  collected  by  TMA  on  behalf 
of  the  IPA  had  been  transferred  to  the  new  corporation 
prior  to  Dec.  31,  1986. 

— Received  a report  from  staff  that  the  State  Board  of  Med- 
ical Examiners  will  develop  a new  testing  instrument  for 
x-ray  examinations  that  is  more  compatible  with  the  ap- 
proved curriculum. 

— Approved  the  ad  hoc  committee  to  study  TMA  dues  cate- 
gories’ recommendation  that  physicians  taking  leave  of  ab- 
sence for  military  service,  public  health  service,  maternity 
leave,  etc.,  be  granted  dues  exempt  status  for  the  duration 
of  their  absence  upon  written  application  to  TMA.  The 
Board  also  approved:  (1)  the  committee’s  recommendation 
that  physicians  less  than  70  years  of  age  who  work  less  than 
20  hours  per  week  be  permitted  to  pay  one-half  dues  if 
certified  to  TMA  by  their  component  medical  society  on 
an  annual  basis;  (2)  the  recommendation  that  physicians 
entering  practice  for  the  first  time  be  allowed  to  pay  one- 
half  dues  for  the  first  two  years.  If  a physician  enters  prac- 
tice for  the  first  time  and  is  certified  to  TMA  after  July  1, 
one-fourth  of  the  dues  will  be  payable  upon  certification 
and  one-half  dues  will  be  payable  for  the  two  succeeding 
years;  (3)  a recommendation  that  two-physician  families 
continue  to  pay  full  dues  so  long  as  both  physicians  are 
working  fulltime.  If  one  physician  works  less  than  full  time, 
then  the  appropriate  category  would  apply.* 

— Nominated  and  approved  physicians  to  serve  on  each  of 
the  standing  and  special  committees  of  TMA.  All  appoint- 
ments will  become  effective  at  the  conclusion  of  the  TMA 
annual  meeting  in  April.  A list  of  appointees  are  on  file  in 
the  TMA  office. 

— Reappointed  Drs.  Billy  J.  Allen  of  Ooltewah  and  Allen  S. 
Boyd,  Jr.  of  Memphis  to  three-year  terms  on  the  Board  of 
Directors  of  the  TMA  Student  Education  Fund. 

— Appointed  Dr.  Rod  Kirkpatrick  of  Memphis  to  replace  Dr. 
Rex  A.  Amonette  of  Memphis  as  the  IMPACT  Board 
member  representing  the  ninth  congressional  district  for  a 
one-year  term;  all  other  IMPACT  Board  members  were 
reappointed  for  one-year  terms. 


*The  House  of  Delegates  adopted  the  recommendations  of 
Reference  Committee  C,  as  presented  in  the  Report  of  the 
Board  of  Trustees,  pertaining  to  the  changes  in  dues  cate- 
gories. These  changes  will  be  effective  beginning  1988. 


— Reappointed  Drs.  C.  Eugene  Jabbour  of  Memphis  and  John 
B.  Thomison  of  Nashville  to  the  Board  of  the  Tennessee 
Medical  Foundation.  Appointed  the  following  to  the  TMA 
Nominating  Committee:  representing  East  Tennessee — Drs. 
Duane  C.  Budd  of  Johnson  City,  Pete  S.  Soteres  of  Chat- 
tanooga, Kent  Farris  of  Knoxville;  representing  Middle 
Tennessee — Drs.  William  Pedigo  of  Clarksville,  James  W. 
Hays  of  Nashville,  Charles  E.  Jordan,  III  of  Cookeville; 
representing  West  Tennessee — Drs.  James  W.  Shore  of 
Martin,  Charles  White  of  Lexington,  Phillip  A.  Pedigo  of 
Memphis. 

— Voted  to  introduce  a resolution  at  the  152nd  annual  meet- 
ing which  would  encourage  TMA  members  to  authorize 
medical  exemption  for  seat-belt  use  only  in  those  instances 
where  safety  considerations  afforded  by  seat-belt  usage  are 
outweighed  by  the  inappropriateness  of  restraints  given  the 
physical  handicap. 

— Heard  a report  from  Dr.  Kenneth  J.  Phelps,  Jr.  of  Lewis- 
burg,  chairman  of  the  Board  for  the  Mid-South  Foundation 
for  Medical  Care.  Dr.  Phelps  discussed  problems  being  en- 
countered as  a result  of  the  new  PRO  contract  issued  to 
the  Foundation  by  HCFA. 

— Accepted  a report  from  TMAA  president,  Mrs.  Allen  Ed- 
monson, who  outlined  for  the  Board  the  program  for  the 
Teen  Health  Workshop  to  be  conducted  in  Memphis  on 
March  5,  1987  at  Memphis  State  University. 

— Voted  to  award  the  1987  Distinguished  Service  Awards  to 
Drs.  Howard  Foreman  of  Nashville,  James  W.  Hays  of 
Nashville,  and  David  H.  Turner  of  Chattanooga. 

— Voted  to  reaffirm  the  policy  concerning  a continuation  of 
the  four  levels  of  nurse  training  in  Tennessee  presently 
contained  in  Resolution  No.  5-80  and  to  reintroduce  the 
resolution  at  the  next  session  of  the  TMA  House  of  Dele- 
gates. 

— Voted  to  go  on  record  in  support  of  the  Tennessee  Hospi- 
tal Association's  plan  to  fund  indigent  care  in  Tennessee. 
— Appointed  Drs.  Allen  M.  Bisno  of  Memphis,  Steven  S. 
Hawkins  of  Chattanooga,  and  William  Schaffner,  II  of 
Nashville  to  an  ad  hoc  committee  to  study  issues  regarding 
the  disposal  of  infectious  wastes. 

— Reappointed  Mr.  Charles  L.  Cornelius,  Jr.,  as  TMA  legal 
counsel  and  Mr.  Bob  Bellenfant  as  TMA  auditor  for  1987. 
— Approved  the  unaudited  1986  financial  statement  showing 
receipts  of  $1,168,329.41  and  expenditures  of  $1,163,392.09. 
— Approved  the  1987  budget  with  projected  income  of 
$1,433,000  and  expenditures  of  $1,350,250. 

These  are  just  some  of  the  areas  that  we  have  touched 
on.  Others  will  be  listed  on  the  pages  that  follow.  On  behalf 
of  the  Board  of  Trustees,  I would  like  to  thank  Hadley  Wil- 
liams, Don  Alexander,  and  the  TMA  staff  for  the  very  dedi- 
cated and  competent  work  that  they  do.  These  people  truly 
have  our  interest  at  heart  and  go  above  and  beyond  the  call 
of  duty  frequently  in  their  jobs.  I would  single  out  one  other 
member  of  the  administrative  staff  for  special  comment.  Ron 
Gant  has  held  basically  two  jobs  for  most  of  the  year  and 
done  them  both  well.  He  traveled  from  one  end  of  the  state 
to  the  other  working  with  IPA,  and  has  done  and  is  doing  an 
excellent  job  in  the  legislative  area.  Mr.  Gant  will  be  leaving 
TMA’s  employ  following  the  current  session  of  the  Tennes- 
see Legislature  and  will  go  to  work  full  time  for  Tennessee 
Physicians  Practice  Association,  Inc. 

It  has  been  a privilege  and  a pleasure  to  serve  as  chairman 
of  your  Board  of  Trustees  for  the  past  year.  The  chance  to 
work  with  this  many  people  of  this  high  caliber  has  made  it 
an  exhilarating  year. 


JUNE,  1987 
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REFERENCE  COMMITTEE  C — reviewed  the  report  of  the 
Board  of  Trustees,  expressed  its  appreciation  to  Dr.  Butler  and 
the  Board  for  their  accomplishments  on  behalf  of  the  Associ- 
ation during  the  past  year,  and  recommended  that  the  report 
be  filed. 


Report  of  the 
Judicial  Council 

Howard  L.  Salyer,  M.D.,  Chairman 

The  Judicial  Council  of  the  Tennessee  Medical  Associa- 
tion held  only  one  formal  business  meeting  this  past  year. 
The  House  of  Delegates  in  1986  referred  two  resolutions  to 
the  Judicial  Council  for  its  review  and  opinion.  Resolution 
No.  18-86,  entitled  Physician  Orders  for  Terminally  111  Pa- 
tients in  Nursing  Homes,  and  Resolution  No.  19-86,  entitled 
Patient  Autonomy  were  carefully  considered  with  consulta- 
tion from  the  American  Medical  Association. 

It  was  the  opinion  of  the  Judicial  Council  that  the  mem- 
bers of  the  Association  did  need  guidelines  as  related  to  these 
two  resolutions.  After  these  resolutions  were  referred  to  the 
Council  last  April,  the  American  Medical  Association,  through 
its  Council  on  Ethical  and  Judicial  Affairs,  adopted  guide- 
lines that  directly  relate  to  the  problems  presented  in  Reso- 
lutions No.  18-86  and  No.  19-86.  Attached  to  this  report,  you 
will  find  excerpts  from  the  Current  Opinions  of  the  Council 
on  Ethical  and  Judicial  Affairs  of  the  American  Medical  As- 
sociation 1986.  Each  member  of  the  Association  is  encour- 
aged to  become  familiar  with  these  sections  as  they  relate  to 
withholding  or  withdrawing  life-prolonging  medical  treatment 
and  patients’  preferences  as  they  relate  to  these  issues. 

The  Council  also  considered  requests  for  opinions  regard- 
ing fee  splitting  and  contracts  that  tend  to  encourage  unethi- 
cal practice  by  physicians.  The  Council  felt  these  issues  should 
best  be  discussed  in  resolution  form,  which  you  will  find  be- 
fore you  in  Resolutions  No.  4-87  and  No.  5-87.  The  Judicial 
Council  wholeheartedly  endorses  these  resolutions  and  en- 
courages adoption  by  this  House  of  Delegates. 

The  only  other  matter  that  came  to  the  attention  of  the 
Judicial  Council  was  from  a member  relating  to  suspension 
from  his  component  medical  society.  This  appeal  was  thor- 
oughly researched,  discussed,  and  the  unanimous  opinion  of 
the  Council  was  to  remand  to  the  component  society. 

Several  other  items  came  to  the  attention  of  the  Judicial 
Council  and  were  referred  to  component  societies  for  reso- 
lution. As  usual,  our  component  medical  societies  do  an  ex- 
cellent job  of  interpreting  and  handling  ethical  issues  that  come 
before  them  regarding  their  membership. 

As  chairman  of  the  Judicial  Council,  I wish  to  express  my 
appreciation  for  the  outstanding  service  that  has  been  ren- 
dered this  year  by  members  of  the  Council  and  thank  them 
for  their  cooperativeness  and  diligence  in  their  deliberations. 

REFERENCE  COMMITTEE  C — reviewed  the  report  of  the 
Judicial  Council,  expressed  its  appreciation  to  Dr.  Salyer  and 
members  of  the  Council  for  their  continued  excellent  work 
during  the  past  year,  and  recommended  that  the  report  be  filed. 
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ATTACHMENT  1 TO 
REPORT  OF  THE  JUDICIAL  COUNCIL 

Current  Opinions  of  the  Council  on  Ethical  and  Judicial  Affairs 
of  the  American  Medical  Association 

2. 18  Withholding  or  Withdrawing  Life-Prolonging 
Medical  Treatment 

The  social  commitment  of  the  physician  is  to  sustain  life 
and  relieve  suffering.  Where  the  performance  of  one  duty 
conflicts  with  the  other,  the  choice  of  the  patient,  or  his  fam- 
ily or  legal  representative  if  the  patient  is  incompetent  to  act 
in  his  own  behalf,  should  prevail.  In  the  absence  of  the  pa- 
tient’s choice  or  an  authorized  proxy,  the  physician  must  act 
in  the  best  interest  of  the  patient. 

For  humane  reasons,  with  informed  consent,  a physician 
may  do  what  is  medically  necessary  to  alleviate  severe  pain, 
or  cease  or  omit  treatment  to  permit  a terminally  ill  patient 
whose  death  is  imminent  to  die.  However,  he  should  not  in- 
tentionally cause  death.  In  deciding  whether  the  administra- 
tion of  potentially  life-prolonging  medical  treatment  is  in  the 
best  interest  of  the  patient  who  is  incompetent  to  act  in  his 
own  behalf,  the  physician  should  determine  what  the  possi- 
bility is  for  extending  life  under  humane  and  comfortable 
conditions  and  what  are  the  prior  expressed  wishes  of  the 
patient  and  attitudes  of  the  family  or  those  who  have  respon- 
sibility for  the  custody  of  the  patient. 

Even  if  death  is  not  imminent  but  a patient’s  coma  is  be- 
yond doubt  irreversible  and  there  are  adequate  safeguards  to 
confirm  the  accuracy  of  the  diagnosis  and  with  the  concur- 
rence of  those  who  have  responsibility  for  the  care  of  the 
patient,  it  is  not  unethical  to  discontinue  all  means  of  life- 
prolonging medical  treatment. 

Life-prolonging  medical  treatment  includes  medication  and 
artificially  or  technologically  supplied  respiration,  nutrition  or 
hydration.  In  treating  a terminally  ill  or  irreversibly  comatose 
patient,  the  physician  should  determine  whether  the  benefits 
of  treatment  outweigh  its  burdens.  At  all  times,  the  dignity 
of  the  patient  should  be  maintained.  (I, III, IV, V) 

2.19  Withholding  or  Withdrawing  Life-Prolonging  Medical 
T re  atm  ent — Pad  en  ts ' Prefer  en  ces 

A competent,  adult  patient  may,  in  advance,  formulate 
and  provide  a valid  consent  to  the  withholding  or  withdrawal 
of  life-support  systems  in  the  event  that  injury  or  illness  ren- 
ders that  individual  incompetent  to  make  such  a decision.  The 
preference  of  the  individual  should  prevail  when  determining 
whether  extraordinary  life-prolonging  measures  should  be 
undertaken  in  the  event  of  terminal  illness.  Unless  it  is  clear- 
ly established  that  the  patient  is  terminally  ill  or  irreversibly 
comatose,  a physician  should  not  be  deterred  from  appropri- 
ately aggressive  treatment  of  a patient.  (I, III, IV, V) 

Report  of  the 
Secretary-Treasurer 

Jack  Butterworth,  Jr.,  M.D. 

The  annual  audit  for  the  fiscal  (and  calendar)  year  ending 
December  31,  1986  has  been  completed  and  is  available  for 
review.  The  customary  examination  of  Association  records 
was  conducted  by  Bellenfant  & Miles,  P.C.,  Certified  Public 
Accountants. 

The  attached  financial  reports  have  been  extracted  from 
the  complete  audit.  They  show  the  revenue  and  expenditures 
during  1986  as  well  as  the  assets,  liabilities,  and  fund  balance 
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at  the  end  of  the  year.  A small  deficit  of  just  under  $6,000 
reduced  the  total  equity  to  $1,868,327,  including  $244,713  in 
fixed  assets.  The  operating  reserve,  based  upon  projected  1987 
expenditures,  dropped  to  about  14  months. 

We  narrowly  escaped  operating  deficits  during  the  pre- 
ceding two  years,  by  $14,000  in  1985  and  by  $20,000  in  1984. 
Without  the  infusion  of  funds  from  the  recently  formed  TMA 
Physician  Services,  Inc.,  a deficit  of  more  than  $70,000  would 
have  been  recorded.  Investment  income,  a major  factor  in 
previous  years  in  avoiding  deficits,  dropped  to  $142,744  in 
1986,  down  from  the  $165,397  amount  the  previous  year.  The 
continued  decline  of  interest  rates  will  lower  investment  in- 
come even  more  in  1987. 

The  modest  dues  increase  approved  by  the  House  last  year 
will  enable  TMA  to  avoid  a second  consecutive  deficit.  The 
current  $220  annual  TMA  dues  continues  to  be  among  the 
lowest  in  the  country  with  only  three  states — Oklahoma, 
Delaware,  and  Nevada — having  lower  state  association  dues 
in  1987. 

The  Association  remains  in  sound  financial  condition. 
Prudent  investment  management  and  operating  policies  are 
followed. 

TENNESSEE  MEDICAL  ASSOCIATION 
STATEMENT  OF  REVENUE,  EXPENSES  AND 
FUND  BALANCE 


TENNESSEE  MEDICAL  ASSOCIATION 
BALANCE  SHEET 


ASSETS 

Cash 

Investments 

Interfund  Notes  Receivable 
Accrued  Interest  Receivable 
Other  Receivables 

Total  Current  Assets 
Real  Estate  and  Equipment 
(net) 

Total  Assets 

LIABILITIES 

Accounts  Payable  and 
Accrued  Expenses 
Dues  Collection  Escrow- 
Deferred  Revenue 

Total  Current  Liabilities 
FUND  BALANCE 

Total  Liabilities  and 
Fund  Balance 


Year  ended  December  31 
1986  1985 

$ 74,871  $ 173,932 

1,955,314  1,689,547 

89,700  143,900 

78,020  79,285 

3,694  4,232 

$2,201,599  $2,090,896 

244,713  256,405 

$2,446,312  $2,347,301 


$ 12,443  $ 13.450 

565,542  456,208 

3,562 

577,985  473,220 

1,868,327  1,874,081 

$2,446,312  $2,347,301 


Year  ended  December  31 
1986  1985 


REVENUE 


Membership  Dues 


(net  to  Journal) 

$ 742,591 

$ 

733,655 

Annual  Meeting — Exhibits 

37,245 

26,640 

Annual  Meeting — Tickets 

16,402 

7,105 

Investment  Income 

142,744 

165,397 

AMA  Collection  Fees 

8,813 

7,408 

Impaired  Physician  Grant 

84,502 

12,951 

Other  Income 

1,650 

Total  Revenue 

$1,033,947 

$ 

953,156 

EXPENSES 

Administrative 

$ 437,885 

$ 

464,979 

Administrative  Support  & Services  19,930 

19,161 

Travel — Staff 

30,898 

28,284 

Officers 

62,197 

55,290 

Impaired  Physician  Program 

156,570 

83,660 

Committee  Expense 

16,292 

22,142 

Legislative  Committee 

38,456 

33,546 

Student  Education  Fund 

121,838 

112,004 

Other  Organizations 

9,780 

8,980 

Annual  Meeting 

49,742 

34,080 

Taxes 

28,288 

27,956 

Headquarters  Expense 

26,888 

24,060 

Depreciation  Expense 

24,797 

24.147 

Contingencies 

1,553 

750 

Total  Expenses 

$1,025,114 

$ 

939,039 

Excess  of  Revenue  Over  Expenses 

Before  Journal 

8,833 

14,117 

Excess  Journal  Expenses 

( 14,587) 

( 

12) 

Excess  of  Revenue  Over 

(Under)  Expenses 

( 5,754) 

14,105 

FUND  BALANCE 

Beginning 

1,874,081 

1,859,976 

Ending 

$1,868,327 

$1,874,081 

TENNESSEE  MEDICAL  ASSOCIATION 
JOURNAL  INCOME  AND  EXPENSES 
Year  Ended  December  31,  1986 


Total 

Readership 

Advertising 

INCOME 

Allocation  of  dues 

$ 77,424 

$77,424 

$ — 

Advertising 

57.468 

— 

57,468 

Subscriptions 

2,140 

2,140 

— 

Total  Income 

$137,032 

$79,564 

$57,468 

EXPENSES 

Printing  and 

Distribution 

$97,921 

$65,764 

$32,157 

Editor  and  Board 

3,095 

3,095 

— 

Clerical  Assistance 

600 

600 

— 

Clipping  Services 

1,718 

1,718 

— 

Salaries 

20,500 

10,250 

10,250 

Employees  Insurance 

2,122 

1,061 

1,061 

Taxes 

1,535 

768 

767 

Supplies 

— 

— 

— 

Staff  Travel 

543 

271 

272 

Overhead 

23,585 

15,723 

7,862 

Total  Expenses 

$151,619 

$99,250 

$52,369 

JOURNAL  INCOME 

(Loss) 

($  14,587) 

($19,686) 

($  5,099) 

REFERENCE  COMMITTEE  C — reviewed  the  report  of  the 
secretary-treasurer , thanked  Dr.  Butterworth  for  the  good  work 
he  has  done  during  the  past  year , noted  that  it  is  pleased  with 
the  financial  management  of  the  Association,  and  recommend- 
ed that  the  report  be  filed. 


JUNE,  1987 
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Report  of  the 
Executive  Director 


TMA  MEMBERSHIP  REPORT 
As  of  December  31,  1986 


Mr.  L.  Hadley  Williams 

My  report  to  the  House  of  Delegates  deals  primarily  with 
administrative  matters  of  the  Association.  It  is  difficult,  how- 
ever, to  try  and  convey  the  true  picture  of  the  amount  of 
work  centered  around  the  headquarters  office  and  staff.  Many 
of  the  reports  being  received  by  the  House  today  are  a re- 
flection of  the  creativity  of  the  staff  and  do  more  to  indicate 
the  work  of  the  Association  during  the  past  12  months  than 
any  summary  I might  present.  I believe  we  have  a very  re- 
sponsive and  talented  staff  and  that  they  represent  the  phy- 
sician members  in  a most  complimentary  manner. 

Responding  to  the  needs  and  desires  of  almost  6,000 
members  is  a most  difficult  task.  The  annual  session  of  this 
House  is  a revealing  time  of  stock-taking  and  the  method  by 
which  TMA  can  analyze  its  situation  and  evaluate  its  position 
on  major  policy  matters.  This  House,  as  the  TMA  governing 
body,  must  decide  policy  which  will  best  represent  the  state’s 
medical  profession  and  ultimately  influence  the  entire  medi- 
cal and  health  industry.  Responding  to  the  needs  of  the 
membership  is  rto  easy  task,  but  it  is  one  that  is  vital  to  the 
effective,  productive  operation  of  the  TMA. 

I am  pleased  to  report  that  the  financial  condition  of  TMA 
is  sound.  I recommend  the  Secretary-Treasurer’s  Report  to 
you  as  a detailed  accounting  of  assets  and  liabilities  and  an 
overall  picture  of  the  financial  structure. 

In  order  to  support  the  Association’s  increasing  level  of 
activities  and  programs,  the  Board  of  Trustees  recommended 
and  the  House  of  Delegates  approved  a $50  dues  increase 
effective  January  1987.  The  new  dues  total  of  $220  per  year 
ranks  Tennessee  well  below  the  national  mean  of  $273  for 
state  associations.  It  is  interesting  to  note  that  even  with  the 
dues  increase,  only  three  states  have  dues  lower  than  Ten- 
nessee’s $220. 

For  the  past  two  to  three  years,  the  cost  of  medical  care 
was  the  predominant  theme.  Last  year,  cost  of  care  criticism 
seemed  to  subside  as  the  professional  liability  insurance  crisis 
issue  again  reared  its  ugly  head.  However,  we  see  strong  signs 
that  the  health  costs  issue  appears  to  be  rising  again.  We  are 
seeing  a restructuring  of  the  manner  in  which  medical  serv- 
ices are  contracted  and  paid  for.  The  distinction  between 
hospitals  and  insurers  is  blurring.  Medicine,  traditionally  based 
on  understanding  and  trust  between  physician  and  patient,  is 
now  big  business.  Employers  are  beginning  to  assume  the  same 
posture  as  government,  thereby  demanding  that  they  play  a 
greater  role  in  deciding  how,  when  and  where  care  is  deliv- 
ered, and  how  much  they  will  pay  for  services.  Medicine  must 
find  ways  to  respond  to  this  situation  to  assure  that  the  pa- 
tient is  given  the  highest  quality  of  care  available,  and  the 
employer  recognizes  that  his  employees  are  receiving  maxi- 
mum value  for  the  premium  dollar. 

A strong  and  unified  voice  is  vital  and  is  needed  more 
today  than  ever  before.  Only  through  a united  voice  on  the 
part  of  the  county  societies,  TMA  and  the  American  Medical 
Association  can  the  challenges  of  the  FTC,  HCFA,  cost  con- 
tainment, PROs,  and  others  be  effectively  addressed.  Physi- 
cians should  look  on  their  local,  state,  and  national  organi- 
zations as  an  investment — of  time  and  money.  But  if  you  don’t 
make  an  investment,  you  can’t  expect  any  dividends. 

I would  like  to  commend  the  staff  for  their  dedication  and 
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devotion  to  duty  during  the  past  year,  and  I would  like  to 
take  this  opportunity  to  thank  all  of  the  officers  and  members 
of  the  Board  for  the  many  hours  they  have  contributed  on 
the  part  of  the  profession  and  for  the  leadership  that  they 
have  provided  TMA  during  the  past  12  months.  Their  task  is 
a thankless  and  oftentimes  an  unrewarding  one.  Dr.  James 
Royal  has  unselfishly  provided  the  necessary  direction  and 
leadership  and  I know  Dr.  Ted  Galyon  will  take  up  the  torch 
and  will  continue  to  render  the  strong  leadership  the  Tennes- 
see Medical  Association  will  require  as  we  move  ahead. 

REFERENCE  COMMITTEE  C — reviewed  the  report  of  the 
executive  director , expressed  the  appreciation  of  the  TMA 
membership  to  Mr.  Williams  for  his  excellent  job , and  rec- 
ommended that  the  report  be  filed. 


Committee  Reports 

The  following  standing  and  special  committees  made  an- 
nual reports  to  the  House  of  Delegates: 

— Committee  on  Scientific  Affairs 
— Committee  on  Legislation 
— Committee  on  Governmental  Medical  Services 
— Committee  on  Hospitals 
— Peer  Review  Committee 

— Committee  on  Communications  and  Public  Service 
— Interprofessional  Liaison  Committee 
— Committee  on  Continuing  Medical  Education 
— Impaired  Physician  Peer  Review  Committee 
— Committee  on  Blood  Banks  and  Medical  Laboratories 
— Committee  on  Rural  Health 
— Committee  on  Emergency  Medical  Services 
— Advisory  Committee  to  TMA  Auxiliary 
—Committee  on  Medicine  and  Religion 
— Committee  on  Maternal  and  Child  Care 
— Primary  Care  Liaison  Committee 
— Geriatrics  Committee 
— Committee  on  Medical  Practice 
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Cost  Containment , At  What  Cost? 


The  TMA  Annual  Meeting  had  many  facets,  but  to  this  observer  much 
of  the  activity  and  many  of  the  resolutions  brought  to  the  House  of  Dele- 
gates dealt  with  issues  caused  by  efforts  at  cost  containment. 

We  are  continually  told  by  the  press  that  ‘The  spiraling  cost  of  health 
care"  has  to  be  contained.  This  is  the  same  press  that  raised  its  home  deliv- 
ery charge  by  10%  this  year.  We  are  told  the  same  thing  by  a Congress  that 
voted  itself  a large  salary  increase  this  year  and  by  a state  legislature  that 
duplicated  that  act.  It  seems  only  medical  costs  need  containment. 

At  our  House  of  Delegates  we  dealt  with  resolutions  addressing  admis- 
sions on  the  same  day  of  surgery,  PRO  denials  and  sanctions,  Blue  Cross 
denial  of  payments  for  certain  tests,  contracts  that  place  the  physician  in 
unethical  positions,  combined  payments  of  global  fees  to  RAP  physicians 
and  the  hospitals  where  they  work,  generic  prescribing  and  abuses,  PPOs 
that  fail  to  mention  that  their  institutions  and  doctors  are  “preferred”  only 
because  they  discount  their  services  and  render  care  at  a “contained  cost,” 
and  finally  with  insurance  policies  that  appear  to  offer  adequate  coverage  to 
the  unsuspecting  public,  but  which  actually  erect  obstacles  to  health  care  all 
in  the  name  of  “cost  containment.” 

Somewhere  in  this  mandate  to  control  the  cost  of  health  care  several  im- 
portant factors  have  been  left  behind.  There  must  be  enough  money  in  the 
equation  to  fund  postgraduate  education  and  medical  research.  Indigent 
medical  care  can  no  longer  be  financed  by  cost  shifting  if  there  is  little  mon- 
ey left  to  shift.  And  certainly  the  rush  to  contain  cost  has  slighted  quality  of 
care  by  limiting  hospitalization  to  the  extent  that  the  patient’s  health  may 
be  jeopardized.  Generic  drugs,  lacking  the  assurance  of  comparable  bio- 
equivalency and  bioavailability,  are  being  substituted  at  geographically  re- 
mote pharmacies  only  to  reduce  costs. 

Perhaps  the  whole  idea  of  “spiraling  health  care  costs”  is  out  of  propor- 
tion. The  usual  figure  quoted  is  about  9%  of  the  gross  national  product. 
Lumped  into  this  figure  are  the  expenses  of  domiciliary  care  for  the  elderly 
in  nursing  homes  and  feeding  infants  and  children  in  some  programs.  While 
these  are  laudable  social  activities,  they  are  not  medical  expenses.  This  in- 
flated figure  almost  reaches  the  cost  of  recreation. 

We  have  a responsibility  to  wisely  utilize  health  resources,  but  we  have  a 
greater  responsibility  to  render  quality  care.  This  may  require  us  to  spend 
some  of  our  time  acting  as  advocates  of  our  patients  with  utilization  review 
boards,  PROs,  and  insurance  companies. 

Cost  should  reflect  the  value  of  the  service  received.  I believe  the  cost  of 
health  care,  while  expensive,  produces  an  enormously  valuable  product — 
the  best  health  system  in  the  world. 
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editorial/ 


Gimme  a Light 

It  is  at  once  a mark  of  the  perversity  and  the 
genius  of  man  not  to  leave  well  enough  alone. 
Though  God  was  content  to  rest  from  the  labors 
of  His  grand  design  on  the  seventh  day,  which  has 
persisted  until  now,  man  has  always  felt  obligated 
to  muddy  the  waters  by  pushing  out  into  new  fron- 
tiers, perhaps  out  of  a restlessness  conferred  on 
him  in  Eden  by  the  snake.  It  led  him  to  Babel  and 


beyond,  and  continues  to  manifest  itself.  It  gets 
him  to  dabbling  in  drugs;  not  content  with  alcohol, 
man  has  made  his  way  through  opium  to  snow  to 
coke  and  crack  and  on  to  “designer  drugs,”  each 
with  its  in  days  and  out,  and  its  own  peculiar  dan- 
gers. Wagner  enlarged  on  Beethoven,  who  had 
done  the  same  to  Haydn,  and  each  was  vilified  for 
it.  Schoenberg  simply  extended  the  process.  I per- 
sonally think  he  went  too  far,  but  many  of  the 
contemporaries  of  Beethoven  and  Wagner  thought 
the  same  about  them.  As  the  hat  becomes  old  and 
stodgy,  it  is  cast  aside  by  the  avant  garde. 

I suppose  there  is  no  rule  that  says  this  piece  of 
paper,  and  therefore  books,  should  take  the  shape 
of  an  upright  rectangle,  but  regardless  of  size,  that 
has  been  the  custom  since  long  before  the  advent 
of  moveable  type.  Because  the  eye  scans  a narrow 
column  more  easily  than  a broad  one,  this  and 
other  publications  not  only  are  vertical,  but  even 
put  two  or  three  columns  on  a page  to  make  what 
the  eye  must  scan  even  narrower. 

Except  for  man  and  trees  and  a few  other  up- 
right creatures  and  some  of  man’s  concoctions,  the 
sweep  of  nature  is  horizontal  and  not  vertical,  and 
so  artists’  canvases  have  extended  more  often  that 
way.  It  was  only  natural,  then,  that  sooner  or  later 
books  displaying  their  creations  would  take  that 
form.  They  did,  once  reproduction  became  satis- 
fying enough  to  make  coffee  table  editions  salable. 
Because  those  monstrosities  would  not  fit  into 
bookcases  or  anything  else  designed  to  hold  books, 
the  coffee  table  is  where  they  landed. 

That  may  have  been  a result  of  genius,  but  it 
has  to  be  out  of  nothing  but  perversity  that  would 
put  a working  document  in  such  a format,  since  it 
will  fit  into  no  receptacle  made  by  either  God  or 
man  (except  a trash  bin),  and  it  is  not  fittin’  for 
any  coffee  table,  either.  I am  speaking  now  par- 
ticularly of  the  long  awaited  Health  Policy  Agenda 
for  the  American  People  (HPAFTAP).  Not  only 
does  it  defy  storage,  it  also  frustrates  any  usage  at 
all.  Being  limp,  and  not  rigid,  it  is  impossible  to 
hold,  or  do  anything  useful  with. 

I have  an  idea  who  is  responsible  for  that  mis- 
carriage; it  comes  from  some  of  the  same  sort  as 
those  who  find  fault  with  the  design  of  this  Jour- 
nal, and  who  are  forever  trying  to  get  us  to  change 
it,  at  great  cost.  Though  the  Journal  won  awards 
for  design  in  1980  and  1983,  we  haven’t  kept  up 
with  the  times.  We  ain’t  chic:  our  format  hasn’t 
changed.  Neither  have  the  individuals  giving  the 
awards,  of  course;  only  the  fads  have. 

I haven’t  heard  any  complaints  about  the  for- 
mat of  the  Journal  from  our  constituency — only 
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from  the  judges.  (If  you  have  any  complaints, 
please  communicate  them  to  me.  I am  not  too  old 
to  change,  given  proper  reason,  and  from  the 
proper  people,  who  are  the  members  of  this  As- 
sociation; but  remember,  it  will  cost  you  money. 
We  don’t  think  it  is  cost  effective — and  that  is 
chic.)  I propose  eventually  to  write  a critique  of 
the  HPAFTAP  for  you  (pronounced  H’Paftap — I 
just  now  made  that  acronym  up,  in  line  with  all 
the  others  lying  about;  the  “haitch”  is  an  aspirate, 
and  the  “pee”  is  silent,  as  in  pswimming,  so  that 
it  sounds  like  “half  tap,”  after  beer — as  an  old 
fud,  I stick  with  that,  instead  of  more  chic  sub- 
stances). That  is,  I will  if  I can  ever  figure  out  a 
way  to  hold  their  report. 

I believe  I’ve  worked  that  one  about  as  much 
as  I can.  Gimme  a light — and  I don’t  mean  Bud 
Light;  it’s  closer  to  water  than  beer.  I mean — like, 
man — Send  the  Light!  Why  would  they  put  such 
a very  important  document  as  HPAFTAP  in  such 
a ridiculous  container?  It  blows  the  mind. 

See  you  around. 

J.B.T. 


Heah  Come  de  Judge 

I got  this  kid,  see,  and  I don't  have  a house, 
and  so  I don’t  have  a room  for  him  to  live  in.  And 
so  I find  this- lady,  see,  who  does  have  one,  and  so 
I rent  it  from  her.  I say,  now  when  I got  to  take 
him  home  I may  have  to  knock  a hole  in  the  wall 
to  get  him  out.  She  says  that’s  okay — gimme 
$10,000.  And  so  I do — give  her  the  ten  grand  and 
knock  a hole  in  the  wall  and  take  him  home.  But 
then  she  says,  you  tore  up  my  house — gimme  the 
kid  back.  1 say  nothin’  doin’ — I got  a contract.  I 
say  the  kid  goes  with  me.  So  does  the  judge. 

What  Judge  Harvey  Sorkow  said  was  in  essence 
that  it  made  no  difference  that  Mr.  Stern’s  kid  was 
only  a few  microns  long  when  he  rented  Mrs. 
Whitehead’s  room — er — womb.  Each  had  a con- 
stitutional right  over  their  respective  parts,  and 
the  rental  agreement  was  binding,  and  the  kid  goes 
with  Mr.  Stern.  Mrs.  Whitehead  will  appeal  the 
decision. 

Judge  Sorkow  clearly  had  a sticky  wicket.  Di- 
vorce courts  have  almost  always,  barring  some 
maternal  defect,  awarded  child  custody  to  the 
mother,  because  the  relationship  of  father  and 
mother  in  procreation  is  something  like  that  of  the 
hen  and  the  hog  at  breakfast:  the  hen  is  involved, 


to  be  sure,  but  the  hog  is  committed.  Daddy’s  role 
is  over  pretty  quickly,  and  wasn’t  all  that  much  of 
a chore,  either.  Mama’s  goes  on  for  a while,  and 
terminates  at  best  in  turmoil.  Nevertheless,  a bar- 
gain’s a bargain,  said  Judge  Sorkow.  The  appeal 
will  likely  go  on  long  enough  that  little  Miss  Stern, 
nee  Whitehead,  will  carry  memories  of  it  to  her 
grave. 

There  are,  as  has  become  apparent  during  the 
past  few  weeks,  a variety  of  opinions  about  both 
the  legality  and  morality  of  surrogate  mother- 
hood. Nevertheless,  it  seems  to  me  that  given  the 
precedent  of  Roe  vs  Wade,  Judge  Sorkow  had  no 
alternative  but  to  rule  as  he  did.  Mr.  and  Mrs. 
Stern  wanted  a baby,  and  normal  means  toward 
that  end  had  been  unsuccessful.  They  found  a 
needy  young  woman  who  was  willing  to  rent  her 
womb  and  proceeded  to  take  her  up  on  it.  During 
the  pregnancy,  with  its  inconveniences  and  woes 
(and  I suspect  especially  during  parturition)  Mrs. 
Whitehead  repented  her  decision,  and  welched  on 
her  agreement.  The  Judge  said  it  won’t  wash.  It  is 
not  the  same  as  child  selling,  he  said.  She  was 
selling  services:  rental  property. 

Society  and  all  its  components  have  always 
wanted  to  have  it  both  ways.  Women  have  always 
sold  their  services  to  willing  buyers,  and  society, 
after  making  it  illegal,  has  gone  about  in  a rather 
desultory  fashion  enforcing  its  statutes.  One  ob- 
stacle to  buying  was  the  consequences,  which  were 
mitigated,  if  not  obliterated,  by  penicillin  and  the 
Supreme  Court.  Once  a woman  could  evacuate 
her  womb  at  her  pleasure,  it  is  only  natural  that 
she  be  allowed  to  fill  it  in  the  same  way — including 
rental,  if  she  considered  that  to  her  advantage. 

The  bar  sinister  is  heraldry’s  acknowledgment 
to  the  fruits  of  illicit  love.  Society  legitimatized 
illicit  love,  though  not  its  fruits,  and  in  fact,  if  you 
believe  the  soaps,  encourages  it.  Furthermore,  it 
is  no  longer  requisite  to  raise  its  consummation; 
you  simply  flush  the  bastard  out.  If  you  have  extra 
space,  why  not  rent  it  out?  Of  course,  it  will  prove 
inconvenient  for  a while,  which  Mrs.  Whitehead 
apparently  failed  to  appreciate.  As  we  used  to  say 
in  the  Army,  TS. 

If  the  Supreme  Court  wishes  not  to  speak  with 
forked  tongue,  it  will  have  either  to  uphold  Judge 
Sorkow  or  repudiate  Roe  vs  Wade.  The  problem 
arose  when  society  turned  its  back  on  the  monog- 
amous relationship.  It  is  seldom  possible  to  have 
your  cake  and  eat  it.  Fill  an  unwed  womb,  and 
you  have  a problem,  whatever  either  society  or 
the  Judge  says. 

J.B.T. 
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A Tale  of  Two  Women 

Time  passes  and  memories  fade;  even  those  of 
modern  times,  which  should  be  kept  intact  through 
documentation  on  celluloid,  are  suspect,  as  those 
are  often  edited  to  suit  the  whims  or  political  phi- 
losophies of  their  proprietors,  dredging  up  as  they 
do  lots  of  detritus  best  forgotten  and  suppressing 
sometimes  momentous  happenings.  Much  of  the 
replay  is  long  on  political  activism  and  short  on 
verity,  and  only  proves  that  facts,  like  statistics, 
can  be  rearranged  to  perpetuate  lies  and  damned 
lies.  So  you  needn’t  depend  on  the  TV  documen- 
taries for  your  history.  Not  that  the  history  books 
are  any  better,  and  memoirs  are  notoriously 
slanted — and  why  not? — which  means  that  history 
as  lived  is  very  difficult,  if  not  impossible,  to  get  at. 

But  not  always.  The  movies — and  by  that  I 
mean  the  feature  films — admittedly  give  a biased 
view  of  life  as  viewed  from  Hollywood  (or  Holly- 
wood abroad),  which  like  the  historical  novel  is 
mostly  confection.  But  the  airing  of  the  “golden 
oldies”  does  do  one  thing:  it  keeps  alive  some 
burning  infatuations — which  is  usually  translated 
“nostalgia.” 

Mention  the  name  Leslie  Howard,  and  it  will 
undoubtedly  call  to  mind  the  vapid  Ashley  Wilkes 
of  Gone  with  the  Wind — affectionately  shortened 
by  my  generation  to  GWTW.  Most  folks  forget 
that  Leslie  Howard  had  already  been  around  a 
while,  which  was  why  he  got  the  role  in  the  first 
place,  and  that  he  indeed  preceded  Rex  Harrison 
as  Professor  Henry  Higgins — not  in  My  Fair  Lady 
(MFL),  but  in  George  Bernard  Shaw’s  Pygmalion, 
the  daddy  (or  mother,  if  you  prefer)  of  MFL.  He 
was  also  a great  Hamlet — in  short,  a fine  actor. 

That  is  not  what  I remember  Mr.  Howard  for, 
though.  I remember  him  because  he  introduced  as 
his  co-star  in  a film  entitled  Intermezzo  (not  a 
great  movie,  by  the  way)  a young  Swedish  actress, 
one  already  well  known  in  Sweden  but  just  dis- 
covered by  Hollywood,  named  Ingrid  Bergman.  I 
was  in  high  school,  and  I was  in  love  with  her  then 
and  I still  am;  the  reruns  on  the  tube  see  to  that. 
Miss  Bergman  starred  in  many  fine  films,  such  as 
For  Whom  the  Bell  Tolls  and  Going  My  Way,  but 
the  one  for  which  she  is  best  remembered,  of 
course,  is  one  of  the  great  all  time  classics  with 
Humphrey  Bogart,  Claude  Raines,  and  Paul  Hen- 
reid — Casablanca.  She  refused  the  demands  of 
Hollywood  that  she  change  her  teeth,  her  hair, 
and  her  name;  she  offered  to  go  back  to  Sweden, 
where  they  liked  her  as  she  was.  We  can  all  be 
grateful  that  she  charmed  Hollywood,  too. 
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When  the  marriage  of  Ingrid  Bergman  with  Dr. 
Peter  Lindstrom  crumbled  in  favor  of  Italian  movie 
director  Roberto  Rossellini,  the  busybodies,  led 
by  those  arbiters  of  Hollywood  virtue  Louella  Par- 
sons and  Hedda  Hopper,  who  never  liked  Miss 
Bergman  because  they  were  not  among  her  favor- 
ites, either,  slopped  a large  blot  on  her  escucheon, 
and  she  was  driven  from  our  noble  shores  in  dis- 
grace (but  not  by  me).  After  sleeping  around  and 
getting  divorced  came  into  vogue  (outside  of  Hol- 
lywood, that  is,  where  it  never  was  out)  Bergman 
returned  in  triumph  and  made  many  more  films, 
winning  some  Academy  Awards,  and  also  starring 
in  some  Broadway  plays.  Folks  learned  from  that 
(or  some  did)  that  one  had  better  not  stare  too 
hard  at  the  feet  of  even  the  brightest  of  idols — 
which  they  should  have  known  already. 

A trooper  to  the  end,  while  she  was  dying  of 
cancer  Ingrid  Bergman  made  her  last  film  about 
another  bright  idol  whose  feet  came  as  close  to 
matching  the  rest  of  her  as  just  about  anybody 
who  ever  was.  In  A Woman  Called  Golda,  Berg- 
man portrayed  the  monumental  Golda  Meier,  who 
has  been  called  the  Mother  of  Israel.  Considering 
her  uncanny  powers  of  persuasion,  one  has  to 
wonder  whether  without  her  Israel  might  even  not 
exist  today  as  a nation.  For  her  whole  life,  Golda 
Meier  was  driven  by  a single-minded  devotion  to 
the  idea  of  a Jewish  homeland,  and  with  the  pos- 
sible exception  of  David  Ben-Gurion,  did  more 
than  anyone  else  to  make  it  a reality. 

The  obvious  similarities  between  these  two  re- 
markable women  could  not  have  escaped  Miss 
Bergman,  who  came  literally  from  her  deathbed 
to  make  this  television  feature.  Both  were  thor- 
oughly professional  individuals  totally  devoted  to 
their  craft.  They  were  wholly  candid  and  open 
with  everyone,  and  always  true  first  to  themselves. 
Being  as  they  were  brought  them  into  conflict  with 
their  feminine  instincts  of  motherhood.  Four  mar- 
riages died  on  the  block  of  professionalism — three 
for  Bergman  and  one  for  Golda — and  six  children 
suffered  deprivation.  Golda’s  only  expressed  re- 
gret about  her  life  was  her  failure  to  make  a home 
for  her  husband  and  children. 

Except  where  physical  strength  is  required,  and 
in  some  situations  not  even  then,  there  is  nothing 
a man  can  do  that  a woman  cannot  do  as  well, 
even  though  it  might  be  done  differently,  given 
what  appear  to  be  inherent  differences  in  their 
respective  thought  processes.  The  converse,  how- 
ever, does  not  apply  in  one  situation,  the  impor- 
tance of  which  is  paramount.  Men  cannot  bear 
children.  Not  only  that,  regardless  of  what  the 
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feminists  would  have  you  believe,  men  cannot 
make  a home.  As  with  every  generalization,  there 
are,  of  course,  exceptions  (except  for  the  one  about 
bearing  children),  but  generally  speaking  that  is  so. 

If  it  is  chauvinistic  and  old-fashioned  to  believe 
that  a woman’s  place  is  in  the  home,  then  I have 
to  confess  to  being  both,  at  least  where  children 
are  involved.  If  a woman  is  to  have  children,  then 
she  ought  to  stay  with  them  while  they  are  young. 
Surrogate  mothers  are  never  the  same.  I am  not 
speaking  now  of  surrogate  wombs.  Somehow  the 
definition  of  motherhood  has  become  corrupted 
to  speak  of  motherhood  as  if  it  were  confined  to 
the  process  of  procreation.  That  is  only  where 
motherhood  starts.  Children  need  a mother  for 
more  things  than  just  to  bear  them.  It  is  at  their 
mother’s  knee  (natural  or  surrogate)  that  children 
learn  whatever  graces  they  will  carry  with  them 
through  life;  the  first  four  years  have  been  found 
to  be  critical. 

Mine  is  not  a popular  notion  these  days,  nor  in 
fact  has  it  ever  been.  It  is  not  even  popular  with 
me,  since  if  that  course  were  followed  I would 
have  been  deprived  of  a great  many  associations 
that  I have  valued  greatly  in  my  professional  life. 
Nevertheless,  I am  persuaded  that  Western  Civi- 
lization is  crumbling  for  want  of  homes,  and,  fem- 
inist observations  to  the  contrary  notwithstanding, 
it  is  the  mother  who  makes  the  home.  I recognize 
that  there  are  some  abandoned  or  bereft  families 
where  the  mother  must  work  so  the  children  can 
eat,  but  children — even  very  young  ones — under- 
stand the  difference.  Those  children  are  seldom 
the  ones  who  drift  off  into  the  drug  culture  and  so 
on;  they  usually  work  at  making  the  home. 

The  judgment  of  the  world,  myself  included,  is 
that  it  would  have  been  the  poorer  without  Ingrid 
Bergman  and  Golda  Meier  as  we  knew  them.  But 
whether  the  world’s  estimation  is  the  right  one  or 
not,  even  granting  that  Israel  believes  Golda  was 
sent  from  God,  and  maybe  she  was;  only  God 
knows  for  sure.  I do  know  I wouldn't  touch  that 
one;  I've  touched  enough  already. 

J.B.T. 


John  O.  House , age  67.  Died  April  12,  1987.  Gradu- 
ate of  University  of  Tennessee  College  of  Medicine. 
Member  of  Chattanooga-Hamilton  County  Medical 
Society. 


W.  Houston  Price,  age  75.  Died  April  13,  1987.  Grad- 
uate of  University  of  Tennessee  College  of  Medicine. 
Member  of  Chattanooga-Hamilton  County  Medical 
Society. 


new  member/ 


The  Journul  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

CAMPBELL  COUNTY  MEDICAL  SOCIETY 

Scott  R.  Lillibridge,  M.D.,  Jellico 

CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

Brian  A.  Glass,  M.D.,  Chattanooga 
Lawrence  S.  Nagel,  M.D.,  Chattanooga 
VinitD.  Patil,  M.D.,  Chattanooga 
Ann  Harris  Rybolt,  M.D.,  Chattanooga 

CONSOLIDATED  MEDICAL  ASSEMBLY 
OF  WEST  TENNESSEE 

David  Fanning,  M.D.,  Jackson 

KNOXVILLE  ACADEMY  OF  MEDICINE 

James  C.  Denneny,  III,  M.D.,  Knoxville 

MEMPHIS-SHELBY  COUNTY 
MEDICAL  SOCIETY 

Lee  Allen,  M.D.,  Memphis 
George  William  Bounds,  III,  M.D.,  Memphis 
Ann  Dail  Brown,  M.D.,  Memphis 
Pamela  Stephens  Bullock,  M.D.,  Memphis 
Roger  Stephen  Cicala,  M.D.,  Memphis 
Jack  Colbert  Morgan,  M.D.,  Memphis 
Barry  Ross  Siegel,  M.D.,  Memphis 
John  C.  Turley,  III,  M.D.,  Memphis 

(Students) 

Don  T.  Brothers,  Jr.,  Memphis 
Richard  Cape,  Memphis 
James  W.  Clogston,  Memphis 
Robert  B.  Davis,  Memphis 
John  Endsley,  Memphis 
John  B.  Hagan,  Memphis 

NASHVILLE  ACADEMY  OF  MEDICINE 

Robert  H.  Alford,  M.D.,  Nashville 
Allan  H.  Bailey,  M.D.,  Nashville 
Benjamin  F.  Byrd,  III,  M.D.,  Nashville 
Susan  B.  Campbell,  M.D.,  Nashville 
Richard  Eugene  Carlson,  M.D.,  Madison 
Nancy  Elizabeth  Chaney,  M.D.,  Nashville 
Bryce  William  Dixon,  M.D.,  Nashville 
Marc  Scott  D'Angelo,  M.D.,  Nashville 
Susan  Brittingham  Gregg,  M.D.,  Nashville 
John  Philip  Guillermin,  M.D.,  Hermitage 
David  Edwin  Hill,  M.D.,  Nashville 
Bennett  Franklin  Horton,  M.D.,  Nashville 
Robert  J.  Maciunas,  M.D.,  Nashville 
George  S.  Scoville,  Jr.,  M.D.,  Nashville 
Richard  C.  Tomichek,  M.D.,  Nashville 
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personal  neuiz 


William  H.  Edwards,  M.D.,  of  the  Edwards-Eve  Clin- 
ic in  Nashville,  has  been  appointed  to  a third  three- 
year  term  as  Councilor  for  the  state  of  Tennessee  for 
the  Southeastern  Surgical  Congress.  Dr.  Edwards,  an 
active  member  of  the  Congress  since  1978,  has  also 
been  elected  to  the  Executive  Committee  for  a two- 
year  term. 

James  A.  Greene,  M.D.,  Knoxville,  has  been  selected 
to  represent  the  American  Medical  Association  on  the 
Joint  Commission  for  the  Accreditation  of  Hospitals’ 
Homecare  Technical  and  Professional  Advisory  Com- 
mittee. 

Jens  David  Henriksen,  M.D.,  Chattanooga,  has  re- 
ceived the  President’s  Committee  on  Employment  of 
the  Handicapped  "Physician  of  the  Year  Award”.  Dr. 
Henriksen,  who  is  in  the  field  of  rehabilitation  medi- 
cine and  is  medical  director  of  the  Siskin  Foundation, 
initiated  the  community  effort  to  organize  and  expand 
the  Chattanooga  Area  Governor’s  Committee  on  Em- 
ployment of  the  Handicapped,  and  has  made  hundreds 
of  the  city’s  business  leaders  alert  to  the  hiring  of 
handicapped  people. 

Gerald  /.  Plitman,  M.D.  was  honored  posthumously 
with  the  Ralph  O.  Claypoole  Sr.  Memorial  Award  for 
distinguished  achievements  in  the  clinical  practice  of 
internal  medicine.  Dr.  Plitman  served  as  chief  of  hem- 
atology and  general  medicine  at  Kennedy  Veterans 
Hospital  in  Memphis,  and  was  professor  of  medicine 
and  head  of  the  Section  of  Medical  Practice  at  the 
University  of  Tennessee  Medical  School,  Memphis.  He 
was  also  American  College  of  Physicians  governor  for 
Tennessee  and  president  of  the  Tennessee  Society  of 
Internal  Medicine. 

Kenneth  S.  Verheeck,  M.D.,  Jackson,  has  been  certi- 
fied as  a Diplomate  of  the  American  Board  of  Urolo- 
gy- 


announcement/ 


CALENDAR  OF  MEETINGS 

NATIONAL 

July  3-5  North  Carolina  Medical  Society,  17th  An- 

nual Sports  Medicine  Symposium — Block- 
ade Runner  Hotel,  Wrightsville  Beach,  N.C. 

July  5-9  Health  Physics  Society — Hotel  Utah/Salt 

Lake  City  Convention  Center 

July  10-12  Olympic  Festival  Congress  on  Sports  Medi- 
cine and  Science — Part  I:  Sports  Medicine 
and  Science  Issues  and  Trends — Univ.  of 
North  Carolina,  Chapel  Hill 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Thirty-four  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during 
March  1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Paul  S.  Auerbach,  M.D.,  Nashville 
Robert  F.  Baker,  M.  D. , Sparta 
Lana  S.  Beavers,  M.D.,  Shelbyville 
Terry  C.  Borel,  M.D.,  Johnson  City 
Reuben  A.  Bueno,  M.D.,  Nashville 
Sung  J.  Chung,  M.D.,  Morristown 
Robert  E.  L.  Craig,  M.D.,  Chattanooga 
James  H.  Crenshaw,  M.D.,  Humboldt 
Avtar  S.  Dhaliwal,  M.D.,  Johnson  City 
Samuel  H.  Dillard,  Jr.,  M.D.,  Nashville 
J.  Vance  Fentress,  M.D.,  Pulaski 
George  S.  Flinn,  Jr.,  M.D.,  Memphis 
Philip  Goldhammer,  M.D.,  Memphis 
Charles  G.  Graves,  M.D.,  Dunlap 
Robert  J.  Gubler,  M.D.,  Johnson  City 
Thomas  E.  Hanes,  M.D.,  Madison 
George  L.  Holmes,  III,  M.D.,  Nashville 
David  H.  Horowitz,  M.D.,  Nashville 
Ronald  J.  Johnson,  M.D.,  Memphis 
Daniel  P.  Labrador,  Jr.,  M.D.,  Chattanooga 
James  J.  Madden,  Jr.,  M.D. , Brentwood 
G.  Patrick  Maxwell,  M.D.,  Nashville 
David  H.  McConnell,  M.D.,  Newport 
Albert  J.  Mitchum,  M.D.,  Clarksville 
Peter  A.  Oliva,  M.D.,  Johnson  City 
Ronald  E.  Overfield,  M.D.,  Nashville 
Harry  L.  Peeler,  M.D.,  Selmer 
Harold  B.  Reeder,  M.D.,  Jackson 
Robert  A.  G.  Ricketson,  M.D,,  Nashville 
Billy  G.  Robbins,  M.D.,  Halls 
Lyle  R.  Smith,  M.D.,  Kingsport 
Montie  E.  Smith,  Jr.,  M.D.,  Selmer 
John  M.  Tanner,  M.D.,  Nashville 
Bruce  I.  Turner,  M.D.,  Nashville 


July  13-15 


July  13-15 
July  21-26 


July  29-Aug.  3 


Olympic  Festival  Congress  on  Sports  Medi- 
cine and  Science — Part  II:  Athletic  Injuries 
Prevention  and  Treatment — Duke  Univ., 
Durham,  N.C. 

NIH  Consensus  Development  Conference  on 
Neurofibromatosis — Bethesda,  Md. 

World  Association  of  Societies  of  Pathology 
(Anatomic  and  Clinical) — Sheraton  Hotel, 
Washington,  D.C. 

International  Doctors  in  Alcoholics  Anony- 
mous— Lexington  Marriott  Resort,  Lexing- 
ton, Ky. 
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World  Blindness 

ROGER  L.  HIATT,  M.D. 


We  do  not  develop  any  profession  in  isolation, 
any  more  than  we  can  live  our  religion  in  isola- 
tion. There  are  many  problems  facing  us  as  phy- 
sicians, just  as  there  are  many  problems  facing 
us  in  applying  our  religious  faith  to  daily  life. 
Coupled  with  disease  is  poverty  and  ignorance, 
and  superimposed  on  top  of  that  is  political 
oppression  in  many  areas  of  the  world. 

The  changes  that  face  us  as  ophthalmologists 
are  similar  to  those  facing  other  branches  of 
medicine.  One  change,  of  course,  includes  the 
breakdown  of  the  family  and  the  increase  in  di- 
vorce. Another  is  the  problem  of  drug  use  and 
abuse.  Then,  too,  there  are  the  problems  of  por- 
nography and  crime. 

The  problems  of  world  health  concern  us  all. 
In  Nigeria,  for  example,  the  life  expectancy  is  41 
years  for  men,  but  in  our  country  it  is  74  years. 
It  has  been  shown  that  in  some  of  the  developing 
countries,  50%  of  the  children  never  see  their 
fifth  birthday.  In  some  of  these  countries  there  is 
one  doctor  for  every  200,000  people,  where  in 
New  York  City  there  is  one  doctor  for  every  689 
people. 

If  these  problems  were  not  enough,  we  have 
the  problem  facing  our  profession  of  regulation 
of  hospitals  and  practices  by  government  and 
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College  of  Medicine.  Memphis. 

Reprint  requests  to  Department  of  Ophthalmology.  University  of 
Tennessee  College  of  Medicine.  956  Court  Ave..  Memphis.  TN  38163 
(Dr.  Hiatt). 


other  organizations.  Then  there  are  the  internal 
stresses  in  our  own  fields.  We  have  had  stresses 
in  ophthalmology,  including  the  discussion  of 
whether  it  is  right  to  dispense  glasses  and  the 
merits  of  phacoemulsification  or  intraocular  len- 
ses. In  addition,  advertising  has  become  more 
commonplace.  The  problem  of  depression  and 
suicide  among  ophthalmologists  is  reported  to  be 
second  only  to  that  among  psychiatrists.  Then 
there  is  the  malpractice  issue  and  the  increase  in 
the  cost  of  malpractice  insurance,  coupled  with 
the  inroads  by  nonmedical  practitioners  into  the 
practice  of  medicine.  The  subject  that  should  be 
of  most  concern  to  us  as  ophthalmologists,  and 
the  heart  of  international  problems,  is  world 
blindness.  The  water  is  not  ‘'getting  to  the  end 
of  the  row.” 

In  America  there  are  about  half  a million  blind 
people;  to  that  number  we  add  approximately 
30,000  each  year.  We  have  about  2 million  peo- 
ple in  America  with  glaucoma,  but  half  of  them 
do  not  know  they  have  it,  and  go  untreated. 
Blindness  is  a major  cause  of  disability  in  Amer- 
ica today,  where  the  common  causes  of  blindness 
include  cataract,  glaucoma,  diabetes,  trauma,  and 
retinal  degeneration;  some  of  these  are  very  un- 
common in  foreign  countries. 

The  prevention  of  avoidable  blindness  is  a task 
so  formidable  and  so  urgent  that  the  internation- 
al community  must  constantly  search  for  ways  to 
do  the  job  better  and  faster.  Currently,  logisti- 
cal, political,  financial,  and  cultural  constraints 
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inhibit  the  wholesale  application  of  existing 
blindness — prevention  technology  that  could  save 
the  sight  of  80%  of  people  destined  to  lose  it. 

Clearly,  we  must  find  preventive  measures  that 
can  be  made  available  to  large  populations  more 
readily  and  more  effectively  than  those  in  our 
present  armamentarium.  We  must  also  find  ways 
to  overcome  barriers  to  the  delivery  of  care. 

The  Blinding  Diseases 

Four  diseases  are  of  such  magnitude  in  devel- 
oping countries  that  their  control  would  reduce 
blindness  close  to  the  0.2%  prevalence  rate  now 
found  in  the  United  States;  they  are  cataract,  tra- 
choma, xerophthalmia  and  onchocerciasis. 

Cataract  affects  17  million  people;  it  clouds  the 
lens  and  blocks  vision.1  Each  year  more  than 
1 million  persons  lose  their  sight  this  way.  In  In- 
dia, where  there  are  millions  of  people  blind  from 
cataract,  there  are  only  3,500  ophthalmic 
surgeons2;  in  America  we  have  12,000  ophthal- 
mic surgeons.  In  Bangladesh  there  are  a million 
people  blind  from  cataract,  but  they  have  only 
25  ophthalmic  surgeons.2  In  Pakistan  a patient  can 
be  operated  on  for  cataracts  for  $10,  but  some 
people  do  not  have  the  $10. 

Trachoma  is  a chronic,  highly  contagious  in- 
fectious disease  that  afflicts  400  million  people 
and  has  blinded  6 million  in  areas  where  poor 
sanitation  allows  the  trachoma  virus  to  thrive  and 
spread.1  Trachoma  is  the  single  most  preventable 
cause  of  blindness  in  the  world.  Antibiotic  oint- 
ment is  an  effective  treatment.  In  Saudi  Arabia, 
the  country  with  all  the  oil,  one  can  cure  tra- 
choma with  50  cents  worth  of  antibiotics  admin- 
istered at  the  right  stage,  but  many  people  do 
not  have  the  50  cents;  because  of  customs  or  some 
other  obstacles,  others  do  not  take  the  medica- 
tion given  them. 

Each  year  xerophthalmia  destroys  the  eyes  of 
500,000  malnourished  children  under  the  age 
of  6.  Though  megadoses  of  vitamin  A at  six- 
month  intervals  can  prevent  the  disease,1  there 
are  a million  children  in  the  third  world  blind 
every  year  because  they  do  not  have  enough  vi- 
tamin A.  Remember,  if  we  don’t  get  the  “water 
to  the  end  of  the  row,”  it  is  because  the  patients 
don't  have  the  90  cents  worth  of  vitamin  A and 
the  protein  rich,  diet  to  go  with  it  to  prevent  the 
blindness. 

Onchocerciasis,  the  “river  blindness”  of  the 
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southern  half  of  the  globe,  comes  from  a parasite 
transmitted  by  black  flies,  which  breed  along  fast 
flowing  streams.  Of  100  million  infected  people, 
1 million  have  reached  the  blinding  stage  of  the 
disease.  The  only  control  measure  is  spraying  fly- 
breeding sites  with  insecticide.1  There  are  60  mil- 
lion people  around  the  world  with  onchocercia- 
sis; in  some  of  the  villages,  half  of  the  people 
have  the  disease. 

Scope  of  the  Problem 

The  World  Health  Organization  (WHO)  esti- 
mates the  total  blind  population  at  42  million, 
which  is  likely  to  double  by  the  year  2000  unless 
urgent  research  programs  are  instituted  to  con- 
trol the  causes  of  visual  disability.3 

Two  basic  factors  are  at  work.  More  than 
three-fourths  of  the  blind  live  in  developing 
countries,  beyond  easy  reach  of  basic  eye  care 
services;  80%  of  blindness  would  be  preventable 
or  easily  curable  through  appropriate  epidemio- 
logical studies  and  development  and  application 
of  new  technologies  for  treatment  and  cost-effec- 
tive delivery. 

Developing  countries  have  a disproportionate 
share  of  the  world’s  42  million  blind  people  be- 
cause poverty,  poor  sanitation,  malnutrition,  en- 
vironmental hazards,  infection,  and  absence  of 
eye  care  inevitably  lead  to  a high  prevalence  of 
blindness  and  serious  visual  impairment.  In  the 
third  world,  blindness  rates  are  often  10  to  40 
times  higher  than  those  of  the  industrialized  West, 
where  many  of  the  blinding  eye  disorders  have 
been  eradicated  as  a result  of  better  health  care 
and  improved  standards  of  living. 

The  economic  cost  of  blindness  is  staggering. 
WHO  estimates  the  minimal  annual  cost  in  the 
third  world  to  be  $1.1  billion.3  Families  must  as- 
sume the  cost  of  feeding,  clothing,  and  sheltering 
the  blind  person,  as  well  as  provide  someone  to 
guide  him.  The  blind  individual  who  is  economi- 
cally unproductive  and  whose  needs  nevertheless 
must  be  met  represents  an  economic  loss  equal 
to  the  productivity  of  two  or  three  persons. 

A global  program  to  reduce  preventable 
blindness  would  add  millions  of  people  to  the 
work  force,  thereby  improving  productivity,  en- 
couraging economic  development,  and  easing  the 
strain  on  beleaguered  economies  that  are  other- 
wise forced  to  commit  scarce  development  re- 
sources to  social  services  for  millions  of  blind  and 
visually  handicapped  people.  While  it  is  unreal- 
istic to  expect  complete  eradication  of  blindness, 
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the  recurrent  cost  of  maintaining  control  pro- 
grams probably  would  be  reduced  to  $100  mil- 
lion to  $200  million  annually.3 

Cataract 

Cataract  is  the  leading  cause  of  blindness  in 
the  world,  with  1.25  million  new  cases  each  year.3 
Cataract  formation  cannot  be  prevented  by  any 
known  means,  but  sight  can  be  restored  by  sur- 
gical removal  of  the  opacified  lens.  Sixteen  mil- 
lion of  the  17  million  people  with  cataract  reside 
in  the  developing  areas  of  the  world;  they  are 
blind  because  of  the  lack  of  trained  medical  per- 
sonnel and  inadequate  access  to  surgical  services. 

Life  expectancy  is  on  the  rise  in  developing 
countries;  the  predicted  fivefold  increase  in  the 
number  of  persons  over  55  years  of  age  in  these 
countries  by  the  year  2025  means  a significant 
growth  in  the  magnitude  of  cataract  blindness 
unless  full-scale  control  programs  become  oper- 
ational.4 

Blinding  Trachoma 

Trachoma,  one  of  the  most  common  diseases 
in  the  world,  is  a major  public  health  problem, 
affecting  400  million  persons,  most  of  whom  live 
in  poor  rural  communities  of  the  developing 
world.3  Approximately  6 million  have  been 
blinded  by  the  disease;  a far  greater  number  suf- 
fer partial  loss  of  vision. 

Trachoma  is  a chronic,  contagious,  inflamma- 
tory ocular  disease  that  leads  to  scarring  of  mem- 
branes covering  the  eye  and  the  inside  of  the 
eyelids,  to  deformities  of  the  eyelids,  and  to  cor- 
neal opacity.  The  specific  cause  is  a microbial 
pathogen.  Chlamydia  trachomatis , which  is  trans- 
mitted person  to  person  by  close  contact  and  by 
flies,  which  are  common  in  the  region. 

The  highest  prevalence  rates  of  trachoma  oc- 
cur in  parts  of  Africa,  the  Middle  East,  the  dryer 
regions  of  Southeast  Asia,  and  the  Indian  sub- 
continent. It  thrives  in  the  poorest  villages,  where 
sanitation  and  personal  hygiene  are  very  low.  In 
hvperendemic  communities,  upward  of  90%  of 
the  population  has  trachoma.  In  such  heavily  af- 
fected locales,  almost  all  children  are  infected  by 
the  age  of  2.  They  constitute  the  main  reservoir 
of  the  disease.5 

Present  control  programs  of  modest  effective- 
ness include  mass  application  of  topical  antibiot- 
ics and  surgical  intervention  to  correct  eyelid  de- 
formities. Such  control  programs  could,  over  a 
decade  of  effort,  sharply  reduce  the  prevalence 
of  trachoma  and  resultant  blindness.  There  is 


evidence  to  suggest  that  research  on  developing 
a vaccine  for  trachoma  control  should  be  consid- 
ered. 

Xerophthalmia  and  Measles- 
Associated  Blindness 

One  of  the  oldest  recorded  human  afflictions, 
xerophthalmia  remains  a major  clinical  and  pub- 
lic health  problem.3  An  easily  treated  disease,  this 
nutritional  disorder  affects  the  most  economical- 
ly deprived  populations  of  the  developing  world. 
Each  year  more  than  half  a million  children  are 
blinded  by  this  disease,  which  ranks  among  the 
five  most  common  nutritional  deficiencies. 

Xerophthalmia  and  measles-associated  blind- 
ness are  the  major  causes  of  child  blindness  in 
the  developing  world.  Xerophthalmia,  also  known 
as  nutritional  blindness,  results  from  inadequate 
consumption  of  the  vitamin  A needed  for  healthy 
development  of  the  eye,  often  in  association  with 
generalized  chronic  undernutrition.  Protein  defi- 
ciency interferes  with  storage  and  utilization  of 
vitamin  A.  Anything  that  reduces  intake,  ab- 
sorption, storage,  or  transport  of  vitamin  A,  or 
such  a disease  as  measles  that  increases  the  met- 
abolic needs  for  vitamin  A,  will  contribute  to  or 
precipitate  xerophthalmia.  At  least  5 million 
children  in  Asia  alone  suffer  clinically  detectable 
xerophthalmia  every  year,  and  approximately 
50%  of  these  children  develop  potentially  blind- 
ing corneal  destruction;  250,000  are  blinded  in 
both  eyes.  The  total  number  of  children  with 
xerophthalmia  throughout  the  world  is  upward  of 
10  million. 

The  immediate  treatment  for  xerophthalmia  is 
rapid  replenishment  of  vitamin  A by  the  oral 
administration  of  high  potency  (200,000  IU)  vi- 
tamin capsules  and  proper  attention  to  protein- 
calorie  malnutrition,  as  well  as  to  any  underlying 
systemic  infection. 

The  most  widely  practiced  short-term  inter- 
vention measure  in  endemic  regions  is  periodic 
oral  administration  of  high-dose  vitamin  A to  the 
most  vulnerable  population  groups. 

Long-term  prevention  and  proposed  control 
programs  involve  broad  changes  in  infant  and 
child  care  and  feeding  practices  leading  to  in- 
creased consumption  of  vitamin  A-rich  foods  such 
as  green  leafy  vegetables  and  yellow  fruits. 

Measles  is  a precipitating  cause  of  xerophthal- 
mia in  some  Asian  and  African  children;  measles 
per  se,  however,  is  considered  the  leading  cause 
of  child  blindness  in  Africa.  While  it  is  thought 
to  be  linked  to  malnutrition,  the  etiology  of  mea- 
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sles-associated  blindness  is  still  unproven,  and  the 
possibilities  of  effective  control  are  currently  lim- 
ited to  measles  immunization. 

Onchocerciasis 

Onchocerciasis,  a blinding  parasitic  disease, 
now  infects  upward  of  50  million  people3;  1 mil- 
lion are  totally  blind  as  a result.  A filarial  para- 
site is  spread  from  person  to  person  by  repeated 
bites  of  the  black  fly.  The  individuals  at  greatest 
risk  and  most  in  need  of  treatment  are  those  who 
live  or  work  closest  to  breeding  sites;  they  are 
typically  male,  aged  15  to  45  years.  In  some  com- 
munities it  is  the  women  whose  activities  bring 
them  into  contact  with  the  breeding  sites,  and 
who,  therefore,  have  greatest  exposure  to  the 
disease-carrying  flies. 

This  disease,  commonly  known  as  “river 
blindness,”  occurs  near  fast  moving  rivers  and 
streams  in  equatorial  Africa,  and  parts  of  Mexico 
and  Central  and  South  America.  In  some  Afri- 
can villages  almost  half  the  adult  population  has 
been  so  blinded.3 

In  villages  where  onchocerciasis  is  wide- 
spread, no  less  than  40%  to  50%  of  the  adult 
population  are  blind,  handicapping  not  only  the 
affected  individuals,  but  the  community’s  agri- 
cultural productivity  as  well. 

The  human  body  is  the  only  place  in  which  the 
adult  worms  live.  The  adult  female  releases  mil- 
lions of  microfilariae  that  invade  tissues  and  or- 
gans, including  the  skin  and  eyes,  creating  path- 
ological tissue  changes.  The  onchocercal  eye 
lesions  are  the  most  serious  of  the  resulting  le- 
sions because  they  cause  visual  impairment  and 
blindness.  The  only  known  effective  preventive 
measure  is  avoidance  of  the  black  fly’s  breeding 
sites.  The  current  strategy  for  prevention,  there- 
fore, is  to  control  the  black  fly  population  by  the 
application  of  insecticides  for  a period  of  approx- 


imately 20  years.  At  the  end  of  this  time,  the 
vector  should  be  almost  eradicated  from  the  re- 
gion. 

Treatment  of  an  individual  afflicted  with 
onchocerciasis  is  aimed  at  preventing  worsening 
of  the  disease  by  eliminating  the  adult  worms  and 
microfilariae  from  the  infected  person  without 
serious  adverse  reactions.  This  is  not  easy  be- 
cause currently  available  drugs  are  too  toxic  to 
be  used  on  a large  scale.  If  it  were  possible  to 
identify  those  at  risk  of  blinding  infections  at  an 
early  stage,  a nontoxic  filaricide  could  provide 
effective  treatment. 

Summary 

There  are  things  we  can  do  individually  and 
collectively  to  erase  such  tragedies  from  the  world 
in  which  we  live.  It  was  Lincoln  who  said  “a  na- 
tion cannot  permanently  endure  half  slave  and 
half  free.”  I would  like  to  paraphrase  that  and 
say  that  a world  cannot  exist  half  well  and  half 
sick,  or  half  blind  and  half  sighted.  Many  of  our 
international  problems  are  traceable  to  disease, 
poverty,  and  ignorance,  and  not  just  to  the  wars 
that  come  from  political  oppression.  We  cannot 
do  everything,  but  what  we  can  do  we  ought  to 
do.  It  is  a pity  to  live  in  a world  that  is  blind.  It 
is  a pity  to  live  in  darkness  where  so  much  light 
and  truth  is  available.  “Where  there  is  no  vision 
the  people  perish.”  Blindness  comes  from  a lack 
of  freedom  also — freedom  to  live  every  day  and 
feel  good,  and  freedom  from  fear,  want,  and 
hunger.  r % 
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Blindness  From  Diabetes  in  Tennessee 


STEPHEN  S.  FEMAN,  M.D.;  WENDY  J.  AHLGRIM,  B.S.;  and  GREGORY  KELLER,  B.S. 


For  more  than  a decade,  diabetes  mellitus  has 
been  described  as  a major  cause  of  visual  impair- 
ment in  the  United  States.1  It  is  estimated  that 
more  than  5,000  new  individuals  in  the  United 
States  become  blind  from  diabetes  each  year.2  In 
Tennessee,  when  all  causes  of  blindness  are  com- 
bined, we  expect  fewer  than  1,000  new  blind  each 
year3;  how  many  of  these  are  blinded  by  diabetes 
is  not  known.  The  following  study  was  initiated 
to  determine  the  influence  of  diabetes  mellitus 
on  the  Tennessee  blind  population. 

Exact  data  on  blindness  is  difficult  to  ascertain 
in  Tennessee  because  some  patients  with  visual 
impairment  are  outside  of  the  mainstream  of 
medical  care.  On  the  other  hand,  many  blind 
persons  in  Tennessee  have  their  name,  diagnos- 
es, and  other  demographic  data  on  file  with  the 
Registry  for  the  Blind.  This  record  is  maintained 
by  the  Tennessee  Department  of  Human  Serv- 
ices’ Division  of  Services  for  the  Blind.  The  Reg- 
istry facilitates  the  Division  in  its  programs  of  as- 
sistance from  local,  state,  and  national  sources. 
In  an  attempt  to  determine  the  impact  of  diabe- 
tes mellitus  on  blindness  in  Tennessee,  we  ana- 
lyzed the  data  in  the  1986  Registry. 

Method 

In  July  1986,  the  Registry  for  the  Blind  con- 
tained data  on  7,188  persons,  each  of  them  reg- 
istered as  blind  when  the  best  corrected  visual 
acuity  in  the  better  seeing  eye  was  20/200  or 
worse,  and/or  the  visual  field  was  restricted  to  20 
degrees  or  less.  A systematic  representative  sam- 
ple was  obtained  by  reviewing  every  sixth  file, 
and  determining  for  each  individual  the  date  of 
birth,  age  of  onset  of  blindness,  causes  of  blind- 
ness, and  geographic  location  of  each  patient. 

Results 

The  records  of  1,198  blind  persons  were  re- 
viewed in  detail.  A single  cause  of  blindness  could 
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not  be  determined  in  all  cases,  in  many  patients 
because  there  were  multiple  disorders  in  the  in- 
volved eyes,  any  one  of  which  could  have  been 
the  major  contributor.  Though  in  many  patient 
records,  the  data  did  not  separate  primary  from 
secondary  features,  in  those  individuals  in  which 
a single,  or  primary,  cause  could  be  ascertained, 
the  blindness  was  caused  by  the  processes  listed 
in  Table  1. 

The  age  distribution  of  blind  diabetics  dem- 
onstrated a peak  in  seventh  decade;  there  were 
no  individuals  under  30  years  of  age  blind  from 
diabetes  in  the  sample  population  (Table  2).  Di- 


TABLE  1 

CAUSES  OF  BLINDNESS  IN  1986 


Cause 

% 

Cataract 

19.6 

Glaucoma 

13.5 

Optic  atrophy 

12.1 

Diabetes  mellitus 

9.7 

Trauma 

7.5 

Retinitis  pigmentosa 

6.8 

Macular  degeneration 

5.2 

Nystagmus 

4.3 

Retinal  degeneration 

3.9 

Myopic  degeneration 

3.8 

Retinopathy  of  prematurity 

2.9 

Chorioretinitis 

2.1 

Optic  neuritis 

1.8 

Retinal  detachment 

1.4 

Histoplasmosis 

1.3 

Albinism 

1.3 

Amblyopia 

1.2 

Neoplasms 

0.9 

Toxoplasmosis 

0.7 

TABLE  2 

AGE  OF  BLIND  DIABETICS  IN  REGISTRY 


Years  of  Age 

% of  Total 

80  to  90 

14.8 

70  to  80 

16.7 

60  to  70 

38.9 

50  to  60 

9.3 

40  to  50 

9.2 

30  to  40 

7.4 

Unreported 

3.7 
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TABLE  3 


TABLE  4 


AGE  OF  ONSET  OF  BLINDNESS  IN  DIABETIC  PATIENTS  IN  1986 


Years  of  Age 

% of  Total 

Under  25 

9.4 

26  to  35 

12.5 

36  to  45 

15.6 

46  to  55 

34.4 

56  to  65 

28.1 

abetic  blindness  appears  more  commonly  in 
women  than  in  men,  with  a ratio  of  4 to  1. 

Information  regarding  the  duration  of  visual 
impairment  was  not  available  in  every  record,  but 
in  those  records  that  had  these  data  listed,  blind- 
ness due  to  diabetes  occurred  most  often  in  pa- 
tients in  whom  the  onset  of  blindness  was  be- 
tween the  ages  of  46  and  54.  Less  than  10%  of 
diabetics  in  the  Registry  began  losing  their  vision 
before  25  years  of  age  (Table  3),  though  more 
than  one-third  of  the  records  had  no  data  regard- 
ing age  of  onset. 

The  geographic  distribution  was  examined  us- 
ing the  first  three  digits  of  the  zip  code  of  each 
patient.  In  this  manner,  Tennessee  can  be  divid- 
ed into  nine  regions,  identified  by  a well-known 
community  in  each.  The  distribution  of  blind  di- 
abetics was  greatest  in  the  Memphis  region  and 
lowest  in  the  Cookeville  region,  but  trends  relat- 
ing to  urban-rural  differences  and  trends  reflect- 
ing physician  distribution  could  not  be  detected 
from  the  data  (Table  4). 

Discussion 

Since  1978,  when  the  first  evidence  that  laser 
surgery  can  reduce  blindness  from  diabetes  was 
published,4  there  have  been  numerous  studies  to 
determine  its  impact,3’56  but  many  years  of  dia- 
betes mellitus  are  needed  before  potentially 
blinding  changes  begin.  Many  patients  therefore 
appear  to  drop  out  of  the  mainstream  of  treat- 
ment before  the  time  of  greatest  visual  danger. 

In  Tennessee,  though  the  ratio  of  women  to 
men  in  the  Registry  for  the  Blind  is  equal  (fe- 
male 49.8%,  male  50.2%),  in  diabetic  blindness 
in  Tennessee,  this  ratio  is  surprisingly  4 to  1 (fe- 
male 79.6%,  male  20.4%).  In  other  states,  the 
female  to  male  ratio  of  diabetics  with  eye  disor- 
ders has  been  nearly  equal. 3-6-7  Why  Tennessee 
has  this  uncommon  ratio  could  not  be  explained 
from  the  available  data. 

In  Tennessee,  most  diabetic  blindness  began 
between  60  and  70  years  of  age;  this  was  not  much 
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DISTRIBUTION  OF  BLIND  DIABETICS  BY  REGION 


Region 

% of  Blind  Diabetics 

Memphis 

22 

Jackson 

13 

Chattanooga 

13 

Paris 

11 

Nashville 

11 

Johnson  City 

9 

Knoxville 

9 

Columbia 

7 

Cookeville 

4 

Unspecified 

1 

different  from  ages  reported  in  other  states.3’67 
In  other  studies,  blindness  was  found  in  about 
10%  of  patients  after  20  years  of  diabetes  melli- 
tus; this  percentage  increases  by  about  10%  more 
for  each  decade  among  survivors,6-7  which  may 
account  for  the  peak  in  this  study  after  age  60. 
Though  others  have  indicated  a difference  in 
blindness  rates  between  juvenile  onset  and  adult 
onset  diabetics,6-7  our  data  were  unable  to  con- 
firm their  reports.  That  only  37%  of  the  patients 
in  Tennessee  began  to  lose  their  vision  before  age 
45  may  be  due  to  such  things  as  the  short  life 
expectancy  of  juvenile  diabetics,  rather  than  the 
visual  disorder. 

Although  the  largest  percentage  of  blind  dia- 
betics lived  in  the  Memphis  region,  other  urban 
regions  were  not  much  different  from  corre- 
sponding rural  regions.  For  this  reason,  we  be- 
lieve the  Memphis  peak  is  related  to  the  larger 
population  base  there.  We  could  not  demon- 
strate a relationship  between  the  availability  of 
medical  care  and  the  incidence  of  diabetic  blind- 
ness in  our  state.  r ^ 
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Intussusception  in  Pregnancy 

A Case  Report 

THOMAS  R.  HOLBERT,  M.D. 


Introduction 

Intussusception  is  an  extremely  rare  cause  of 
intestinal  obstruction  in  adults.  According  to 
some  authors,1  it  accounts  for  only  5%  of  me- 
chanical intestinal  obstruction,  whereas  in  chil- 
dren, intussusception  accounts  for  approximately 
80%  to  90%  of  obstruction.2 

Bourque  and  Gibbons,3  reviewing  the  litera- 
ture from  1914  through  1975,  found  only  13  cases 
of  intussusception  complicating  pregnancy.  They 
reported  two  additional  cases  from  their  institu- 
tion. 

We  present  a case  of  intussusception  in  preg- 
nancy at  12  weeks’  gestation,  review  the  litera- 
ture, and  discuss  problems  in  diagnosis  and  man- 
agement. 

Case  Report 

A 21 -year-old  white  woman,  gravida  2.  para  1,  abortus  0, 
whose  last  normal  menstrual  period  was  July  6.  1982.  pre- 
sented herself  at  6 weeks'  gestation  for  prenatal  care,  having 
been  previously  delivered  in  1980  at  our  facility.  Her  only 
initial  complaint  was  nausea,  for  which  Bendectin  tablets  were 
prescribed. 

She  returned  to  the  office  on  Sept.  15,  1982,  at  10  weeks' 
gestation  complaining  of  acute  onset  of  right  lower  quadrant 
pain  associated  with  nausea,  vomiting,  and  diarrhea.  She  was 
admitted  for  evaluation  and  subsequently  underwent  diag- 
nostic laparoscopy  to  rule  out  ectopic  pregnancy.  Findings  at 
laparoscopy  were  a normal  appearing  uterus  of  10  weeks'  size 
and  a ruptured,  bleeding  right  ovarian  cyst.  The  cyst  edges 
were  cauterized  with  bipolar  forceps,  and  the  patient  subse- 
quently improved  and  was  discharged  on  Sept.  17.  1982,  much 
improved. 

She  returned  to  the  office  on  Sept.  20,  1982.  because  her 
nausea  and  vomiting  had  not  responded  to  Bendectin  or 
Phenergan  suppositories.  She  was  admitted  for  treatment  of 
hvperemesis  gravidarum. 

Examination  revealed  a thin  white  woman  in  mild  distress 
and  weighing  104  lb;  temperature  was  99.4°F.  pulse  96/min, 
respirations  14/min,  and  blood  pressure  190/70  mm  Hg.  Her 
general  physical  examination  was  within  normal  limits.  Pelvic 
examination  was  compatible  with  a 10-  to  12-week  intrauter- 
ine gestation. 

Laboratory  assessment  revealed  a hematocrit  of  41.5%, 
white  blood  cell  (WBC)  count  10,100/cu  mm.  with  82%  seg- 
mented neutrophils,  15%  lymphocytes,  and  1%  monocytes. 
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Urine  specific  gravity  was  1.008,  pH  7,  with  negative  ke- 
tones, 1 to  3 WBCs,  and  1+  rods  and  cocci.  A two-hour 
urine  amvlase  was  54  U/dl  (normal  4-37),  LDH  164  U/L 
(normal  100-190),  SGPT  77  U/L  (normal  3-36),  SGOT  51  U / 
L (normal  22-37),  alkaline  phosphatase  11.9  U/L  (normal  2.5- 
9.7).  bilirubin  0.4  mg/dl,  and  gamma-GT  88  U/L  (normal  5- 
55).  The  blood  amylase  was  52  U/dl,  BUN  5 mg/dl,  sodium 
131  mEq/L,  potassium  2.9  mEq/L,  chloride  86  rnEq/L,  and 
CO;  32  mEq/L. 

Ultrasonogram  of  the  gallbladder  was  normal  and  pelvic 
ultrasound  demonstrated  intrauterine  pregnancy  compatible 
with  12  weeks'  gestation. 

The  patient  was  given  intravenous  D10W  and  potassium, 
with  Phenergan  intramuscularly  as  needed  for  nausea.  By  Sept. 
25.  1982.  her  abdomen  had  become  distended  and  tympanit- 
ic, with  diminished  bowel  sounds.  A gastroenterology  con- 
sultant thought  that  the  most  likely  diagnosis  was  pancreatitis 
with  ileus.  Nasogastric  suction  was  instituted  and  by  Sept.  29, 
1982,  the  patient  was  much  improved.  She  had  continued  to 
pass  flatus  and  have  daily  bowel  movements. 

On  Sept.  28,  1982,  nasogastric  suction  was  discontinued 
and  liquid  feedings  were  resumed.  Her  diet  was  advanced, 
but  on  Sept.  30,  1982,  colicky  abdominal  pain  returned,  with 
hypoactive  bowel  sounds  and  rushes.  Esophagogastroduo- 
denoscopy  revealed  reflux  esophagitis,  but  was  otherwise 
normal. 

On  Oct.  2,  1982,  the  patient  began  to  have  fecal  appear- 
ing vomitus,  and  supine  and  upright  abdominal  films  were 
compatible  with  small  bowel  obstruction.  On  Oct.  2,  1982, 
an  exploratory  laparotomy  was  performed,  and  when  an  il- 
eocecal intussusception  could  not  be  reduced,  a resection  and 
end-to-end  anastomosis  was  performed.  Postoperative  recov- 
ery was  very  rapid  and  she  was  discharged  on  the  seventh 
postoperative  day. 

The  surgical  specimen  showed  benign  focal  polypoid 
lymphoid  hyperplasia  of  the  terminal  ileum  causing  intussus- 
ception of  the  ileum  into  the  cecum  and  ascending  colon,  re- 
sulting in  acute  necrotizing  enteritis.  There  was  hemorrhagic 
necrosis  of  the  terminal  ileum,  and  acute  visceral  peritonitis 
of  the  terminal  ileum,  cecum,  and  ascending  colon,  with  peri- 
appendicitis. 

The  remainder  of  the  patient's  antepartum  course  was  un- 
complicated, and  she  delivered  a 7 lb  7 oz  female  infant  at 
term  on  April  6,  1983.  The  postpartum  course  was  unremark- 
able. 

Discussion 

The  diagnosis  of  intestinal  obstruction  from 
any  cause  in  early  pregnancy  is  made  more  diffi- 
cult by  the  common  complaint  of  nausea  and 
vomiting,  which  may  persist  until  the  second 
trimester.  A second  difficulty  in  diagnosis  is  the 
reluctance  to  expose  an  early  pregnancy  to  ion- 
izing radiation;  these  together  contributed  great- 
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ly  to  a delay  in  diagnosis  in  our  patient  and  in 
the  two  cases  reported  by  Bourque  and  Gib- 
bons.3 In  the  nonpregnant  patient,  nausea  and 
vomiting  of  any  significance  is  initially  evaluated 
with  abdominal  x-rays  as  a matter  of  course, 
thereby  facilitating  diagnosis.  In  our  patient,  the 
diagnosis  was  not  made  until  gastrointestinal 
rushes  and  fecal  vomitus  pressed  roentgeno- 
graphic  assessment. 

According  to  Bourque  and  Gibbons,3  adhe- 
sive bands  account  for  some  60%  of  intestinal 
obstruction  occurring  during  pregnancy.  Volvu- 
lus is  next  most  common  and  intussusception 
third. 

The  etiology  of  intussusception  in  children  is 
generally  idiopathic  (Todani,  Tabushi,  and 
Tanaka4  have  even  reported  one  in-utero  intus- 
susception). Intussusception  in  the  adult  is  usu- 
ally associated  with  gastrointestinal  lesions, 
among  them  Meckel's  diverticulum  and  benign 
or  malignant  tumors.  Aston  and  Machleder2  re- 
ported a case  of  intussusception  in  a 15-year-old 
girl  at  12  weeks’  gestation  with  a cavernous  he- 
mangioma of  the  distal  ileum  at  the  intussuscep- 
tum. 

Although  the  postoperative  course  of  preg- 
nant patients  operated  upon  for  intussusception 


may  be  uncomplicated,  as  in  our  patient  and  the 
patient  of  Aston,2  the  two  cases  reported  by 
Bourque  and  Gibbons3  demonstrate  that  difficul- 
ties in  diagnosis  may  lead  to  disastrous  results. 
Their  first  patient  required  two  exploratory  lap- 
arotomies and  ultimately  delivered  a stillborn 
premature  infant,  and  their  second  patient 
underwent  cesarean  section  and  a subsequent 
laparotomy  was  required  for  diagnosis.  We  sus- 
pect that  in  our  patient  the  pain  that  prompted 
the  diagnostic  laparoscopy  was  most  likely  caused 
by  intussusception,  and  not  the  ovarian  cyst. 

Summary  and  Conclusions 

We  present  this  case  as  an  addition  to  the  small 
series  of  cases  of  intussusception  in  pregnancy  as 
a reminder  that  all  nausea  and  vomiting  in  early 
pregnancy  is  not  necessarily  hyperemesis  gravi- 
darum. A high  index  of  suspicion  and  judicious 
use  of  timely  abdominal  x-rays  may  provide  early 
diagnosis  and  avoid  a potential  catastrophe. 
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Acute  Interstitial  Nephritis 
Induced  by  Cimetidine 
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NORA  MOORE,  R.N.;  and  LEBRON  LACKEY,  B.S. 


Introduction 

The  therapeutic  efficacy  of  cimetidine  (Taga- 
met) in  peptic  ulcer  disease  has  been  well  estab- 
lished.13 With  its  widespread  use,  various  ad- 
verse effects  have  been  increasingly  recognized.3 
Acute  interstitial  nephritis  with  progressive  renal 
failure411  is  one  of  the  most  important  adverse  ef- 
fects for  clinicians  to  be  aware  of.  We  report  a 
case  of  biopsy-proven,  cimetidine-induced  acute 
interstitial  nephritis,  review  eight  other  cases  of 
cimetidine-induced  acute  interstitial  nephritis,  and 
discuss  the  clinical  features  and  immunological 
mechanisms. 

Case  Report 

A 48-year-old  white  man  was  seen  by  a physician  on  March 
8,  1984  because  of  heartburn.  His  urine  at  that  time  did  not 
reveal  proteinuria  or  hematuria.  Cimetidine  300  mg  orally  four 
times  a day  was  prescribed.  On  April  4,  1984,  he  developed 
nausea,  vomiting,  cough,  and  headache.  White  blood  cell 
(WBC)  count  was  10.650/cu  mm.  Hematocrit  was  36%.  Uri- 
nalysis revealed  2+  protein.  10  to  14  WBCs  per  high  power 
field  and  3 to  5 RBCs  per  high  power  field.  He  was  treated 
with  amoxicillin  250  mg  three  times  a day,  but  despite  the 
treatment,  he  became  more  ill  with  chills,  temperature  of 
101°F,  suprapubic  pain,  and  bilateral  flank  pain.  He  was  ad- 
mitted on  April  9,  1984.  to  Bradley  County  Memorial  Hos- 
pital for  further  evaluation. 

Physical  examination  upon  admission  revealed  a well-de- 
veloped young  white  man  in  acute  distress  with  chills.  Blood 
pressure  was  150/90  mm  Hg,  pulse  104/min.  temperature 
102. 5°F.  respiration  rate  24/min.  The  positive  physical  find- 
ings were  limited  to  suprapubic  and  bilateral  flank  tender- 
ness. 

Laboratory  tests  showed  hemoglobin  10.8  gm/dl,  hemat- 
ocrit 33%,  WBC  count  11,600/cu  mm,  with  88%  neutrophils, 
6%  lymphocytes,  5%  eosinophils  and  1%  band  forms;  serum 
calcium  was  8.3  mg/dl,  inorganic  phosphorus  3.3  mg/dl.  glu- 
cose 108  mg/dl.  BUN  17  mg/dl.  creatinine  1.9  mg/dl.  uric  acid 
5.8  mg/dl.  cholesterol  179  mg/dl.  total  protein  7.1  gm/dl,  al- 
bumin 3.8  gm/dl.  bilirubin  0.8  mg/dl.  alkaline  phosphatase 
329  U/L.  LDH  142  U/L.  SGOT  55  U/L.  GGT  192  U/L.  ser- 
um sodium  136  mEq/L.  potassium  4.9  mEq/L,  chloride  104 
mEq/L,  C02  18  mEq/L.  Urinalysis  showed  5 to  10  RBCs  and 
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75  to  100  WBCs  per  high  power  field.  Reticulocyte  count 
0.3%.  erythrocyte  sedimentation  rate  130  mm/hr.  serum  iron 
2 pLg/dl . total  iron  binding  capacity  241  |xg/dl.  and  serum  fol- 
ate and  serum  B,2  were  normal.  Multiple  urine  and  blood 
cultures  grew  no  organism,  and  intravenous  pyelogram  was 
normal.  Chest  x-ray  was  normal,  cold  agglutinin  was  nega- 
tive. and  malaria  smear  was  negative.  Occult  blood  in  stool 
was  3 + , but  there  were  no  ova  or  parasites,  and  stool  culture 
was  negative.  Upper  gastrointestinal  x-ray  revealed  large  hia- 
tal hernia  with  reflux. 

With  a presumptive  diagnosis  of  acute  pyelonephritis,  am- 
picillin  and  tobramycin  were  initiated  intravenously.  Cimeti- 
dine 300  mg  was  continuously  given  every  six  hours  orally. 
Despite  the  antibiotic  treatment  the  patient  had  a persistent, 
spiking  temperature  up  to  102°F  daily.  Serum  creatinine 
reached  to  5.7  mg/dl  on  April  16,  1984.  Multiple  complete 
blood  counts  did  not  reveal  eosinophilia.  No  rash  was  ob- 
served. On  April  15.  1984  cimetidine  was  discontinued  and 
ranitidine  was  initiated  with  a dose  of  150  mg  twice  a day. 
Serum  creatinine  gradually  declined  to  2.8  mg/dl  on  April  21. 
1986.  After  discharge  from  the  hospital  he  took  cimetidine 
for  three  or  four  days,  and  again  developed  fever,  back  pain, 
pyuria,  hematuria,  and  proteinuria.  His  BUN  and  creatinine 
went  up  to  40  and  3.9  mg/dl.  respectively,  and  he  was  found 
to  have  eosinophilia  (720/cu  mm).  The  clinical  course  of  this 
patient  is  summarized  in  Fig.  1. 

On  May  14.  1986.  he  was  referred  to  a nephrologist 
(T.T.O.).  who  suspected  acute  interstitial  nephritis  due  to  ci- 
metidine. The  patient  did  not  take  cimetidine  for  a week  prior 
to  this  visit.  Percutaneous  renal  biopsy  was  performed  on  May 
19,  1984.  Light  microscopic  examination  revealed  normal 
glomeruli  except  for  increased  mesangial  matrix.  There  was 
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Figure  1.  Summary  of  clinical  course  of  patient  with  cimetidine-in- 
duced acute  interstitial  nephritis. 
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a diffuse  interstitial  infiltrate  with  predominantly  plasma  cells 
and  a few  lymphocytes,  eosinophils  and  neutrophils,  and  a 
diffuse  interstitial  fibrosis.  Immunofluorescent  microscopic 
examination  revealed  no  deposition  of  immunoglobulin  G,  M 
and  A,  Clq,  C3  or  fibrin  reactive  products.  Electron  micro- 
scopic examination  revealed  increased  mesangial  matrix  and 
interstitial  collagen  and  tubular  degeneration  with  numerous 
plasma  cells  and  lymphocytes.  No  election  dense  deposits  were 
observed.  At  the  time  of  renal  biopsy,  the  urine  did  not  re- 
veal pyuria,  hematuria,  or  proteinuria.  BUN  and  creatinine 
were  17  and  2.6  mg/dl,  respectively.  A short  course  of  pred- 
nisone therapy  was  prescribed,  but  he  moved  to  another  state, 
and  no  further  follow-up  was  made. 

Discussion 

It  is  known  that  a mild  increase  in  serum  cre- 
atinine commonly  occurs  in  patients  taking  ci- 
metidine,1'3-12 but  the  values  rarely  exceed  2 mg/ 
dl  and  promptly  return  to  baseline  values  when 
cimetidine  is  discontinued.12  Although  the  mech- 
anism by  which  cimetidine  increases  serum  cre- 
atinine is  not  known,  it  is  suggested  that  cimeti- 
dine competes  with  creatinine  in  its  excretion 
through  the  kidney.12 

Acute  interstitial  nephritis  has  been  recog- 
nized with  cimetidine  therapy.  The  incidence  was 
estimated  at  less  than  0.1/100,000  patients  on 
the  basis  of  worldwide  spontaneous  reporting 
system.13  As  with  most  spontaneously  reported 
adverse  reactions,  this  is  probably  an  underesti- 
mation, but  the  magnitude  remains  to  be  deter- 
mined. The  clinical  manifestations  in  most  pa- 


tients with  documented  interstitial  nephritis 
include  fever,  chills,  malaise,  night  sweat,  myal- 
gia, mild  eosinophilia,  sterile  pyuria,  proteinuria, 
hematuria,  and  evidence  of  decreased  renal  func- 
tion after  a few  to  several  weeks  of  cimetidine 
therapy.411  Interestingly,  rash  has  not  been  ob- 
served in  these  patients.  Improvement  promptly 
followed  discontinuation  of  the  drug.411  Some 
patients  were  treated  with  steroids,  but  the  role 
of  steroids  in  these  patients  remains  to  be  de- 
fined. The  clinical  features  of  biopsy-proven  ci- 
metidine-induced  acute  interstitial  nephritis  are 
summarized  in  Table  1.  Our  patient  presented 
chills,  fever,  leukocytosis  with  mild  eosinophilia, 
sterile  pyuria,  hematuria,  proteinuria,  and  pro- 
gressive azotemia.  The  laboratory  tests  did  not 
disclose  any  infectious  etiology.  The  patient  made 
a significant  improvement  after  discontinuation  of 
cimetidine  therapy.  Inadvertently,  this  patient  was 
rechallenged  with  cimetidine,  resulting  in  recur- 
rence. Renal  biopsy  revealed  acute  and  chronic 
interstitial  nephritis.  Cimetidine  was  the  single 
drug  that  this  patient  was  taking  when  his  renal 
disease  developed.  These  observations  strongly 
indicate  cimetidine  as  the  cause  of  acute  intersti- 
tial nephritis  in  this  patient. 

Cimetidine  has  been  reported  to  cause  imme- 
diate-type hypersensitivity  reactions  with  urticar- 
ia14 despite  its  use  in  treating  urticaria.  The  ab- 
sence of  rash  in  any  of  these  patients  with  acute 
interstitial  nephritis  excludes  a role  for  immedi- 
ate-type hypersensitivity  reaction  in  the  patho- 


TABLE  1 


CLINICAL  FEATURES  OF  CIMETIDINE-INDUCED 
ACUTE  INTERSTITIAL  NEPHRITIS 


Case  1 

Case  2 

Case  3 

Case  4 

Case  5 

Case  6 

Case  7 

Case  8 

Our  Case 

Length  of  therapy 

2 wks 

3 wks 

4 wks 

4 wks 

3 mos 

2 mos 

5 mos 

2 wks 

4 wks 

Fever 

+ 

- 

+ 

- 

+ 

+ 

+ 

- 

+ 

Myalgia 

+ 

- 

+ 

- 

- 

- 

+ 

- 

- 

Proteinuria 

+ 

- 

? 

+ 

- 

? 

2 + 

+ 

2 + 

Hematuria 

+ 

- 

? 

- 

? 

? 

- 

- 

2 + 

Pyuria 

+ 

- 

+ 

+ 

? 

? 

+ 

+ 

+ 

Leukocytosis 

+ 

+ 

- 

- 

+ 

- 

- 

+ 

+ 

Eosinophilia 

+ 

+ 

+ 

- 

+ 

- 

+ 

+ 

+ 

BUN  (highest) 

37 

81 

46 

68 

? 

244 

198 

40 

32 

Creatinine  (highest) 

2.8 

7.9 

4.6 

8.1 

5.6 

16.4 

19.6 

4.1 

5.7 

Steroid  therapy 

No 

Yes 

No 

No 

No 

No 

Yes 

Yes 

Yes 

Recovery 

C 

P 

P 

P 

C 

P 

C 

P 

P 

Associated  condition 

DU 

RE 

HH 

EE 

E 

DU 

DU 

UE 

HH 

KEY:  + positive;  - negative;  ? unknown;  C complete;  P partial;  DU  duodenal  ulcer;  RE  regional  enteritis;  HH  hiatal  hernia; 
EE  erosive  esophagitis;  E esophagitis;  UE  ulcerative  esophagitis. 
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genesis.  The  absence  of  immunoglobulin  deposi- 
tion and  the  presence  of  predominant  round  cell 
infiltration  in  animal  models  of  acute  interstitial 
nephritis  mediated  by  delayed  hypersensitivity15 
are  similar  to  the  observations  in  our  patient  and 
others.  In-vitro  and  in-vivo  studies  have  clearly 
demonstrated  that  cimetidine  is  a potent  stimu- 
lator of  delayed  hypersensitivity,16  suggesting  that 
our  patient’s  renal  disease  may  be  mediated  by 
cimetidine-induced  delayed  hypersensitivity. 

From  our  experience  and  that  of  others  we 
would  recommend  that  a urinalysis  and  blood 
urea  nitrogen  or  serum  creatinine  be  done  pe- 
riodically in  patients  being  treated  with  cimeti- 
dine, since  early  recognition  of  this  renal  disease 
and  discontinuation  of  cimetidine  provides  com- 
plete resolution  of  the  disease.  r 
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Special  Item 


Trauma  Systems  Development: 

A Proposal  for  the  State  of  Tennessee 

JAMES  W.  PATE,  M.D.;  TIMOTHY  C.  FABIAN,  M.D.;  and 
C.  RICHARD  PATTERSON,  M.D. 


Tennessee  and  the  rest  of  the  nation  have  been 
brought  to  a critical  point  in  community  respon- 
sibility and  decision-making  regarding  the  care  of 
seriously  injured  trauma  victims.  Several  factors 
are  responsible  for  our  arrival  at  this  point,  and 
these  are  the  focus  of  this  article.  The  purpose 
of  this  report  is  to  review  these  factors  and  pre- 
sent a concept  which  would  provide  every  trau- 
ma victim  in  Tennessee  access  to  an  appropriate 
level  of  care  within  one  to  two  hours  of  injury. 

The  first  factor  influencing  our  current  situa- 
tion is  the  widening  realization  of  the  terrible  so- 
cietal cost  exacted  by  trauma,  which  is  the  lead- 
ing cause  of  death  among  Tennesseans  and  other 
Americans  under  the  age  of  40. 1 The  cost  of  the 
loss  of  these  citizens  and  their  potential  contri- 
bution to  our  communities  is  virtually  incalcula- 
ble, and  the  cost  in  dollars  expended  for  trauma 
care,  including  that  of  resulting  disability,  ex- 
ceeds the  cost  of  care  for  heart  disease  or  cancer, 
or  any  other  disease.  Although  the  realization  of 
the  impact  of  trauma  is  widening,  it  is  not  yet 
mature  in  the  public  mind.  By  way  of  illustra- 
tion, the  Tylenol  poisonings  caused  seven  deaths 
in  one  week  and  resulted  in  massive  publicity, 
concern,  product  withdrawals,  and  a concerted 
effort  through  expensive  product  redesign  and 
repackaging  to  prevent  recurrence.  During  that 
same  week,  900  Americans  were  killed  in  auto- 
mobile accidents  and  approximately  2,000  were 
permanently  disabled.  The  trauma  toll  continues 
week  after  week,  without  proportionate  atten- 
tion and  effort. 

A second  factor  is  the  growing  sophistication  in 
the  expertise  pertinent  to  the  care  of  trauma  vic- 
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tims.  The  body  of  knowledge,  both  basic  and  clin- 
ical, regarding  the  prevention  and  management  of 
shock,  sepsis,  multiple  organ  injury  and  failure,  and 
skeletal  and  neurologic  injury  has  expanded  tre- 
mendously in  the  past  few  years.  This  level  of  ex- 
pertise is  essential  to  proper  care  for  the  5%  to 
10%  of  trauma  victims  who  are  the  most  seriously 
injured  and  who  account  for  the  majority  of  deaths. 
Rather  than  being  relegated  to  the  occasional  prac- 
tice of  routinely  trained  physicians,  the  care  of  such 
major  trauma  patients  is  increasingly  being  recog- 
nized as  a practice  for  teams  of  surgical  and  non- 
surgical  specialists. 

Although  trauma  surgery  has  become  more 
sophisticated  and  complex,  the  majority  of  gen- 
eral surgeons  finishing  their  residencies  are  poor- 
ly trained  in  trauma  care.  A review  of  933  appli- 
cants to  the  American  Board  of  Surgery  in  1980 
demonstrated  that  18%  had  managed  fewer  than 
10  trauma  victims,  47%  fewer  than  20,  and  67% 
fewer  than  30. 2 Trauma  was  found  to  constitute 
less  than  5%  of  the  operative  experience  for  95% 
of  the  American  Board  of  Surgery  applicants. 
Furthermore,  the  American  College  of  Surgeons 
recommends  that  a properly  trained  surgeon 
manage  a minimum  of  50  trauma  cases  a year  in 
order  to  maintain  the  skill  necessary  to  the  prac- 
tice of  traumatology.  The  number  of  surgeons 
with  this  continuing  breadth  of  experience  is  very 
limited,  and  major  trauma  care  is  really  incom- 
patible with  the  usual  elective  surgical  practice. 
Victims  of  multiple  systems  trauma  can  receive 
optimal  care  only  at  regional  centers  where  the 
valuable  and  limited  resource  of  expertise  in 
trauma  can  be  focused. 

The  burgeoning  knowledge  in  trauma  care  has 
led  to  the  third  factor  influencing  our  current  so- 
cietal dilemma:  The  realization  that  many  trau- 
ma deaths  and  disabilities  are  preventable.  It  be- 
came apparent  during  the  Vietnam  War  that, 
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given  comparable  levels  of  injury,  a United  States 
citizen  had  a better  chance  of  survival  in  a jungle 
5.000  miles  from  home  than  on  an  American 
highway.  Cales  and  Trunkey3  recently  reviewed 
the  published  studies  of  trauma  deaths  in  the 
United  States.  Among  the  4,720  trauma  victims 
in  26  reports  from  localities  without  organized 
trauma  care,  the  preventable  death  rate  was  23%. 
When  the  principles  of  rapid  transportation,  well- 
planned  triage,  and  dedicated  and  experienced 
trauma  care  facilities  are  translated  from  the 
wartime  experience  into  civilian  circumstances, 
substantial  reductions  in  mortality  rates  can  be 
accomplished.  In  Orange  County,  California,  for 
example,  the  preventable  death  rate  before  the 
institution  of  a coordinated  system  of  trauma  care 
was  54%.  After  the  medical  and  political  leaders 
of  that  community  established  a system  of  desig- 
nated trauma  facilities  and  triage  protocols,  the 
preventable  death  rate  dropped  to  4%. 4 Similar 
reductions  in  preventable  deaths  have  been  ex- 
perienced in  other,  disparate  communities. 

A fourth  important  factor  is  that  the  elements 
of  a successful  system  of  trauma  care  have  been 
defined  and  are  readily  available  to  those  wise 
enough  to  implement  them.  The  American  Col- 
lege of  Surgeons,  after  years  of  study  by  experts 
empaneled  from  across  the  nation,  established  the 
guidelines  that  enable  any  system  to  offer  the  best 
available  trauma  care.5  The  state  of  Tennessee, 
through  the  Licensing  Board  for  Health  Care  Fa- 
cilities, has  adopted  but  not  yet  implemented  a 
designation  process  that  follows  the  guidelines  of 
the  American  College  of  Surgeons.  That  process 
describes  the  minimal  standard  that  should  be 


achieved  and  maintained  before  an  institution  is 
designated  a “trauma  center.”  A Level  I Trauma 
Center,  the  most  sophisticated  level  of  designa- 
tion for  example,  must  be  capable  of  managing 
any  type  of  trauma  at  any  hour,  every  day.  Sur- 
gical teams,  including  trauma,  neurosurgery,  and 
anesthesia,  must  be  present  in-house,  and  other 
surgical  specialists  (orthopaedic,  cardiovascular, 
plastic  and  reconstructive,  otolaryngology,  and 
ophthalmology)  must  be  available  within  minutes 
on  a rigid  call  schedule.  There  must  be  continu- 
ing research  programs  in  all  areas,  and  the  Level 
I Trauma  Center  must  maintain  active  teaching 
programs  for  surgeons,  nurses,  and  paramedical 
personnel  in  all  specialties. 

The  Level  I physical  facility  must  be  sophisti- 
cated and  provide  dedicated  and  immediately 
available  operating  rooms,  critical  care  beds, 
x-ray  facilities,  including  CT  and  angiography, 
and  the  personnel  and  equipment  necessary  to 
their  rapid  and  efficient  utilization.  A Level  I 
Trauma  Center  must  also  maintain  a critical 
number  of  admissions  (600  to  1,000/year)  in  or- 
der to  maintain  and  improve  its  proficiency  in  the 
management  of  the  seriously  injured.  The  state 
of  Tennessee  has  the  necessary  information 
available  for  the  creation  of  a credible  trauma 
system  and  already  has  in  place  the  rudiments. 

The  state  of  Tennessee  also  enjoys  a geog- 
raphy well  suited  to  a trauma  system,  which  is 
the  fifth  factor  that  has  brought  us  to  this  point 
of  opportunity.  The  two  critical  elements  of  a 
large  population  base  and  an  academic  infras- 
tructure required  for  the  support  of  a Level  I 
Trauma  Center  are  well-distributed  in  our  state 
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Figure  1.  Map  of  Tennessee  demonstrating  a hypothetical  trauma  system  with  Level  I Trauma  Centers  based  in  population  centers  and 
academic  health  centers.  Arcs  represent  areas  about  each  center  from  which  patients  could  be  reasonably  transported  to  the  trauma 
center  in  approximately  one  hour  from  injury.  Level  II  centers,  as  in  Jackson,  could  easily  cover  areas  not  convenient  to  Level  I centers. 
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(Fig.  1).  Based  on  authoritative  projections  of 
1,000  serious  injuries  per  1 million  population  per 
year,  Tennessee’s  population  of  4.7  million  would 
justify  the  construction  of  four  or  five  Level  I 
Trauma  Centers.  Service  could  also  be  provided 
to  citizens  of  contiguous  states  by  those  centers. 
Medical  schools  and  their  affiliated  clinical  edu- 
cation centers  are  present  in  our  major  popula- 
tion centers:  Memphis,  Nashville,  Chattanooga, 
Knoxville,  and  the  Tri-Cities;  these  communities 
currently  serve  as  regional  referral  centers  for 
Tennessee  and  our  neighbor  states. 

Level  II  Trauma  Centers,  appropriate  for  the 
care  of  the  less  severely  injured,  can  be  support- 
ed in  cities  such  as  Jackson,  with  a smaller  pop- 
ulation base  and  without  major  research  and  res- 
idency programs.  Level  II  centers  differ  from 
Level  I centers  in  that  they  require  immediate 
on-call  rather  than  in-house  surgical,  neurosur- 
gical, and  anesthesiology  coverage.  It  should  be 
emphasized  that  90%  of  trauma  victims  can  be 
cared  for  outside  of  Level  I Trauma  Centers,  and 
overbuilding  such  facilities  results  only  in  harm. 
By  matching  regional  resources  to  regional  needs, 
the  entire  state  could  be  linked  by  communica- 
tion and  transportation  systems  based  at  the  Lev- 
el I centers,  with  the  result  that  every  Tennes- 
sean would  be  within  one  hour  of  an  institution 
appropriate  for  his  level  of  injury,  whether  com- 
munity hospital  or  trauma  center. 

A sixth  factor,  this  time  a negative  one,  is  that 
trauma  care  is  being  appropriated  by  some  as  the 
latest  means  to  increase  “market  share”  in  a 
medical  atmosphere  that  is  increasingly,  and  re- 
grettably, commercial.  Evidence  of  this  trend  is 
readily  available  across  the  country,  where,  in  the 
absence  of  organization,  competing  hospitals  en- 
gage in  what  can  only  be  labeled  “helicopter 
wars.”  This  practice  is  unseemly  at  best,  but  in 
fact  is  worse,  because  it  squanders  resources 
without  benefit  to  the  patients  or  community  it 
purports  to  serve.  We  must  remember  that  a hel- 
icopter or  any  other  single  medical  marvel  is  not 
synonymous  with  sophistication  in  trauma  care. 
In  order  to  save  lives  and  prevent  disability,  re- 
sources must  be  arrayed  in  a coordinated  system 
of  trauma  care,  which  includes  strict  evaluation, 
designation,  communication,  transportation,  re- 
sponsibility, and  accountability  through  trauma 
registries. 

Tennessee  is  therefore  at  a crossroads,  a mo- 
ment of  great  opportunity.  We  have  a demon- 
strated need  for  improved  trauma  care,  and  we 
have  the  ability  to  provide  that  care.  We  must  be 
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alert  to  the  danger  of  profligacy,  however,  for 
our  ability  rests  primarily  upon  careful  steward- 
ship and  coordination  of  our  resources,  and  our 
opportunity  may  evaporate  in  the  heat  of  undi- 
rected and  self-serving  competition.  With  a prop- 
er understanding  and  defense  of  the  principles 
involved,  Tennessee  could  serve  as  an  example 
to  the  nation,  as  we  have  done  in  child  safety- 
seat  legislation. 

An  opportunity  of  this  magnitude  carries  with 
it  heavy  responsibility,  and  the  medical  and  po- 
litical leaders  of  this  state  should  cooperate  to 
execute  that  responsibility.  An  example  of  such 
cooperation  already  exists  in  Shelby  County, 
where  the  citizens  have  constructed  a state-of-the- 
art  facility  with  admitting  and  resuscitation  areas, 
four  operating  rooms,  recovery  and  critical  care 
beds,  and  laboratory  and  x-ray  facilities,  all  ad- 
jacent to  each  other  and  dedicated  to  the  care  of 
trauma  victims.  The  local  EMS  Council  was  in- 
timately and  invaluably  involved  in  establishing 
the  transportation,  communication,  and  triage  pro- 
tocols upon  which  this  regional  trauma  system  was 
developed.  A single,  multihospital-supported,  but 
independent  helicopter  system  serves  the  entire  re- 
gion, and  multiple  hospitals  with  triage  and  trans- 
fer of  trauma  patients  directed  from  the  commu- 
nication unit  in  the  trauma  center. 

The  regional  trauma  center  is  staffed  by  the  fac- 
ulty of  the  University  of  Tennessee,  Memphis,  and 
is  supported  by  their  residency  and  research  pro- 
grams. Educational  programs  are  continuously 
produced  for  physicians,  nurses  and  other  health 
professionals,  and  the  emphasis  in  each  profes- 
sion is  on  continued  progress  and  expansion  of 
ability.  This  facility  is  capable  of  managing  3,000 
to  3,500  seriously  injured  patients  a year,  and 
should  be  adequate  for  a population  base  of  ap- 
proximately 3 million.  Facilities  of  at  least  half 
this  size  and  capacity  should  be  adequate  for 
Level  I centers  in  Tennessee’s  other  major  pop- 
ulation centers.  Five  trauma  centers  throughout 
the  state  could  handle  massive  trauma  from  a 9- 
to  16-million  population  base,  and  would  serve 
as  a resource  for  enriching  trauma  care  through 
education  in  all  other  hospitals  of  the  state,  which 
would  handle  most  injured  patients.  /~  % 
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Trauma  Rounds 


Unusual  Presentation  of 
Traumatic  Transection  of  Aorta 

GRIFFIN  R.  COATES,  M.D.  and  DENNIS  STAPLETON,  M.D. 


Case  Report 

A 66-year-old  unrestrained  white  woman  was  involved  in 
a high  speed  motor  vehicle  accident.  Thirty  minutes  were  re- 
quired to  extricate  her  from  her  automobile;  her  vital  signs 
at  the  scene  were  blood  pressure  170/80  mm  Hg,  pulse  100/ 
min,  respirations  24/min.  She  complained  of  left  chest  wall 
pain  and  left  leg  pain.  After  initial  fluid  resuscitation  in  the 
emergency  department,  palpable  bilateral  rib  fractures  were 
noted.  There  was  no  obvious  sternal  contusion,  breath  sounds 
were  equal,  and  there  was  no  cardiac  murmur.  Abdominal 
examination  was  unremarkable  with  no  localized  ternderness 
or  rebound.  Although  she  complained  of  pain  and  paresthesis 
in  her  left  leg,  there  was  no  palpable  pelvic  or  femur  fracture, 
but  there  was  decreased  sensation  on  the  left  leg;  the  left 
femoral  pulse  was  decreased  and  the  left  dorsalis  pedis  and 
posterior  tibial  pulses  were  not  palpable.  The  skin  below  the 
left  knee  was  mottled  slightly.  Cervical  spine  x-rays  were  nor- 
mal. Chest  x-ray  demonstrated  a widened  mediastinum  and 
the  left  third  through  seventh  ribs  and  the  right  fourth  and 
fifth  ribs  were  fractured.  There  was  a small  left  hemothorax. 
The  pelvis,  left  femur,  and  left  lower  leg  were  normal  on 
x-ray.  The  patient's  hematocrit  was  42%  and  hemoglobin  14 
gm/dl;  the  urinalysis  revealed  50  to  100  red  blood  cells  per 
high  power  field. 

A CT  scan  of  the  thorax  and  abdomen  confirmed  the  wid- 
ened mediastinum  and  did  not  show  intra-abdominal  solid  or- 
gan injuries.  After  cardiothoracic  consultation,  a left  tube 
thoracostomy  was  performed  and  the  patient  was  transferred 
to  Erlanger  Hospital  for  arteriography.  An  anteriogram  was 
initially  attempted  by  a right  femoral  approach,  but  the  ra- 
diologist was  unable  to  pass  the  catheter  retrograde  up  the 
abdominal  aorta  beyond  the  celiac  trunk.  The  limited  arter- 
iogram revealed  decreased  flow  to  the  left  kidney,  with  very 
poor  runoff  and  slow  filling  of  the  distal  aorta.  Using  a right 
brachial  artery  approach,  an  abrupt  cutoff  of  dye  was  found 
just  below  the  level  of  the  diaphragm,  with  decreased  flow  to 
the  right  kidney  (Fig.  1).  Initially  the  arch  of  the  aorta  was 
thought  by  the  radiologist  to  be  intact,  but  closer  review  re- 
vealed a linear  defect  as  indicated  by  the  arrow  in  Fig.  2.  and 
in  fact  one  could  note  delayed  flow  through  the  aortic  arch 
despite  adequate  systemic  blood  pressure. 

The  patient  was  taken  to  the  operating  room  where  a left 
thoracotomy  performed  through  the  fourth  intercostal  space 
disclosed  a large  hematoma  of  the  mediastinum.  There  was  a 
pulse  in  the  aorta  to  the  level  of  the  diaphragm.  The  aortic 
arch  was  examined  proximal  to  the  left  subclavian  artery,  but 
since  there  was  a large  amount  of  hematoma  in  this  area, 
before  proceeding  with  further  dissection  the  left  femoral  ar- 
tery was  exposed  in  preparation  for  left  atrial  to  femoral  ar- 
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tery  bypass.  Because  of  technical  difficulties  in  cannulating 
the  small  fragile  left  atrium,  through  a median  sternotomy 
the  proximal  ascending  aorta  was  cannulated  and  connected 
with  the  left  femoral  artery  through  a Gott  shunt.  After  the 
aorta  was  clamped  just  beyond  the  left  carotid  artery  proxi- 
mally  and  at  the  level  of  the  diaphragm  distally.  the  aortic 
hematoma  and  adventitia  w'ere  opened,  disclosing  a circum- 
ferential tear  at  the  aortic  isthmus.  All  layers  of  the  aortic 
wall  could  be  found  proximally.  but  just  distal  to  the  transec- 
tion only  the  adventitia  was  present.  When  it  was  opened 
longitudinally,  numerous  intercostal  arteries  were  noted  to  be 
sheared,  and  when  the  adventitia  of  the  entire  length  of  the 
descending  thoracic  aorta  was  opened  distally  there  was  still 
no  sign  of  the  intima  or  media.  Release  of  the  clamp  at  the 
level  of  the  diaphragm  yielded  very  poor  back  bleeding,  even 
with  good  flow  through  the  Gott  shunt.  Extension  of  the  aor- 
tic incision  into  the  abdomen  finally  revealed  that  the  media 
from  near  the  aortic  isthmus  had  been  inverted  and  intussus- 
cepted  down  the  descending  thoracic  aorta  past  the  level  of 
the  diaphragm,  which  accounted  for  the  unique  arteriograph- 
ic  picture  seen  in  Fig.  1.  The  media  was  then  manually  evert- 
ed. and  the  intussuscepted  aortic  segment  excised;  it  meas- 
ured 12  cm  in  length,  constituting  the  entire  thoracic  aorta 
distal  to  the  left  subclavian  artery.  A woven  Dacron  graft  was 
then  placed  from  the  proximal  descending  thoracic  aorta  down 
to  the  intra-abdominal  aorta  just  above  the  celiac  trunk,  which 
effectively  replaced  the  thoracic  aorta  and  obliterated  the  dis- 
tal false  lumen,  but  with  the  aortic  clamps  released,  the  pa- 
tient was  unable  to  sustain  adequate  cardiac  output  or  sys- 
temic pressures  and  despite  aggressive  support  with  volume 
loading  and  inotropes,  she  died  in  the  operating  room  from 
refractory  myocardial  failure. 

Discussion 

Traumatic  rupture  of  the  aorta  due  to  blunt 
trauma  is  a frequent  cause  of  death  at  the  scene 
of  the  accident.1  Although  it  is  usually  fatal,  ap- 
proximately 15%  of  the  patients  may  survive  be- 
yond one  hour  after  reaching  the  hospital,2  and 
occasionally  survive  for  several  years  with  an  un- 
recognized injury,  although  this  is  very  uncom- 
mon. 

With  horizontal  deceleration  a tear  occurs  near 
the  embryologic  site  of  the  ligamentum  arterio- 
sum;  the  key  to  survival  is  recognition  of  the  wid- 
ened mediastinum  on  an  initial  chest  x-ray,  as  well 
as  such  other  radiologic  signs  as  elevation  and 
rightward  shift  of  the  left  mainstem  bronchus,  loss 
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Figure  1.  Transaxillary  arteriogram  with  arrow  showing  cutoff  of  dye 
at  celiac  level  and  tapering  of  distal  aorta.  Left  renal  artery  not  visu- 
alized. 


1 


Figure  2.  Arteriogram  of  aortic  arch  with  arrow  showing  linear  defect 
near  site  of  proximal  tear  in  aorta. 
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of  the  aortic  arch  silhouette,  left  upper  lobe  api- 
cal capping,  and  left  first  or  second  rib  fractures. 
Definitive  diagnosis  is  made  by  emergency  aor- 
togram.  The  femoral  approach  risks  rupturing  the 
false  aneurysm,  and  as  in  our  case  may  be  mis- 
leading. The  brachial  approach,  though  associ- 
ated with  more  catheter  complications,  probably 
gives  more  useful  information.  MacKenzie  et  al3 
recommended  a supraclavicular  incision  to  search 
for  bleeding  into  the  carotid  sheath,  but  this  is 
not  widely  accepted. 

The  injury  is  repaired  through  a left  thora- 
cotomy incision,  and  occasionally  this  may  need 
to  be  extended  to  manage  other  injuries.  There 
is  some  controversy  over  whether  to  shunt  or  not 
to  shunt  while  the  aortic  graft  is  being  placed. 
Many  procedures  have  been  used  for  shunting, 
including  left  heart  bypass,  aorta-to-aorta  shunts, 
and  left  ventricle-to-aorta  shunts.45  The  major 
complications  in  repairing  these  injuries  are  par- 
aplegia, renal  failure,  left  recurrent  nerve  palsy, 
and  hypertension.4 

On  exploration,  one  usually  finds  a non-cir- 
cumferential  tear  of  the  aorta,  since  most  cir- 
cumferential tears  lead  to  exsanguination  at  the 
scene  or  en  route  to  the  emergency  room.  Cir- 
cumferential tears  that  have  been  confined  with- 
in the  adventitia  sufficiently  long  to  reach  the  op- 
erating room  may  be  separated  by  a distance  of 
several  centimeters.6  The  operative  findings 
shown  in  our  patient  in  which  the  aorta  media 
and  intima  were  stripped  from  the  adventitia  and 
inverted  have  not  previously  been  described.  Our 
patient’s  complaint  of  left  leg  pain  was  clearly  re- 
lated to  ischemia  of  the  left  leg  due  to  the  intus- 
suscepted  media  occluding  flow  to  both  the  left 
leg  and  left  kidney.  Despite  shearing  of  all  inter- 
costal arteries  from  the  true  lumen  of  the  aorta, 
the  patient  was  not  paraplegic  during  her  initial 
evaluation;  one  can  only  speculate  about  the 
likelihood  of  paraplegia  had  she  survived  the  graft 
interposition. 
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Radiology  Case  of  the  Month 
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Case  Report 

A 56-year-old  man  had  a four-day  history  of  postprandial 
abdominal  pain,  described  as  sudden  and  sharp  with  radia- 
tion to  his  back.  He  denied  nausea,  vomiting  or  a change  in 
stools.  On  examination  he  was  afebrile  and  tender  in  the  epi- 
gastrium, but  had  no  masses  or  peritoneal  signs.  An  abdom- 
inal CT  with  contrast  is  shown  in  Fig.  1.  Please  examine  it 
and  choose  the  best  diagnoses.  (There  are  twro  correct  an- 
swers.) 

( 1 ) Pseudocyst 

(2)  Acute  pancreatitis 

(3)  Pancreatic  abscess 

(4)  Thrombosis  of  the  superior  mesenteric  vein 

(5)  Pancreatic  neoplasm 

Discussion 

Pseudocysts.  Pseudocysts  are  most  commonly 
associated  with  subacute  or  chronic  pancreatitis, 
representing  a collection  of  necrotic  tissue,  old 
blood,  and  secretions  that  have  escaped  from  the 
damaged  pancreas.  The  term  pseudocyst  should 
be  reserved  for  those  fluid  collections  with  a 
measurably  thick  fibrous  capsule  or  wall.  Pseu- 
docysts may  remain  within  the  pancreatic  cap- 
sule, but  more  commonly  are  found  in  an  extra- 
pancreatic  location,  usually  in  the  lesser  sac.  They 
are  detected  by  both  CT  and  ultrasound  in  ap- 
proximately 10%  of  patients  with  pancreatitis.  On 
CT,  pseudocysts  are  readily  detected  as  unilocu- 
lar or  multilocular  masses  with  a near-water  den- 
sity center  and  well-defined  wall  that  occasional- 
ly calcifies.  Complications  of  pseudocysts  include 
hemorrhage,  superinfection,  and  spontaneous 
rupture.1-2 

Acute  Pancreatitis.  Most  commonly  due  to  al- 
cohol ingestion  or  cholelithiasis,  acute  pancrea- 
titis may  present  a broad  spectrum  of  inflamma- 
tory changes  ranging  from  mild  edematous 
interstitial  inflammation  to  fulminant  necrotizing 
hemorrhagic  pancreatitis.  The  CT  appearance 
varies,  showing  a normal  appearing  gland  in  as 
many  as  one-third  of  patients.  The  abnormal  CT 


From  the  Department  of  Radiology.  Baptist  Memorial  Hospital, 
Memphis. 


Figure  1.  A cut  through  the  pancreas  at  the  level  of  the  mid-kidneys 
(K).  The  inferior  vena  cava  is  visible  with  the  head  of  the  pancreas 
anterior  to  it.  The  superior  mesenteric  vein  is  adjacent  to  the  pancre- 
as near  the  midline  and  anterior  to  it. 


findings  of  acute  uncomplicated  pancreatitis  in- 
clude diffuse  or  focal  swelling  of  the  gland,  often 
with  decreased  attenuation  values,  and  contour 
abnormalities  with  indistinct  margins  and  in- 
creased density  of  peripancreatic  fat  planes. 
Morbidity  and  mortality  associated  with  acute 
pancreatitis  can  be  attributed  largely  to  hemor- 
rhage, pseudocyst,  and  abscess.1-2 

Pancreatic  Abscess.  Pancreatic  abscesses  rep- 
resent collections  of  pus  and  necrotic  tissue  with- 
in the  pancreatic  parenchyma,  with  potential  ex- 
tension into  the  lesser  sac  and  retroperitoneum. 
They  are  usually  the  result  of  secondary  infection 
of  devitalized  pancreatic  and  peripancreatic  tis- 
sue following  necrotizing  pancreatitis.  On  occa- 
sion, pseudocysts  become  infected  and  are  con- 
verted into  abscesses.  Although  found  in  only 
30%  to  50%  of  proven  abscesses,  the  most  diag- 
nostic CT  finding  is  gas  in  the  pancreas  and  sur- 
rounding tissues.  More  often,  an  abscess  appears 
as  a poorly  defined  inhomogeneous  mass  or  fluid 
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collection,  often  with  displacement  of  adjacent 
structures.  The  attenuation  value  is  generally 
higher  than  that  of  sterile  fluid  collections  or 
pseudocysts.  Multiple  abscesses  occur  in  about 
one-third  of  patients,  and  are  often  far  removed 
from  the  pancreatic  bed.1 2 


indistinct  tissue  planes  in  the  region  of  the  uncin- 
ate process.  Percutaneous  needle  biopsy  showed 
cells  suggesting  malignancy,  but  subsequent  ex- 
ploratory laparotomy  with  multiple  biopsies  of  the 
head  and  uncinate  process  revealed  only  pan- 
creatitis. 


Superior  Mesenteric  Vein  Thrombosis.  The 
most  common  causes  of  mesenteric  venous  oc- 
clusions are  inflammatory  bowel  conditions  (per- 
itonitis, abscess,  inflammatory  bowel  disease), 
neoplasm  (pancreas,  colon),  and  blunt  trauma. 
In  the  postoperative  group,  postsplenectomy  pa- 
tients were  the  most  likely  to  develop  superior 
mesenteric  vein  (SMV)  thrombosis.  Other  less 
common  causes  of  SMV  thrombosis  are  cirrho- 
sis, congestive  splenomegaly,  polycythemia  vera, 
and  migratory  phlebitis.  SMV  thrombosis  can  oc- 
cur as  an  isolated  phenomenon  or  in  association 
with  portal  and  splenic  vein  thrombosis.  Clinical 
findings  vary  and  can  be  acute  pain  or  slow, 
gradual  onset  of  vague  abdominal  pain  that  in- 
creases in  severity.  Plain  film  findings  are  usually 
nonspecific.  CT  and  angiography  provide  these 
diagnoses.  The  typical  CT  appearance  is  that  of 
enlargement  of  the  thrombosed  SMV,  a sharply 
defined  vascular  wall  with  a rim  of  increased 
density,  and  a central  area  of  low  attenuation 
representing  clot  within  the  vessel.  The  sharply 
defined,  enhancing  venous  wall  is  thought  to  rep- 
resent contrast  enhancement  by  the  arterially 
supplied  vasa  vasorumA4 

Pancreatic  Neoplasm.  Adenocarcinoma  repre- 
sents 95%  of  the  primary  malignant  tumors  of 
the  pancreas.  Approximately  60%  occur  in  the 
head,  presenting  early  weight  loss  and  jaundice. 
The  remainder  are  in  the  body  and  tail,  usually 
presenting  later  weight  loss,  back  and  abdominal 
pain,  and  occasionally  a mass.  The  major  CT 
finding  is  a focal  soft  tissue  mass  altering  the 
contour  of  the  gland.  The  density  of  the  mass  is 
usually  similar  to  or  slightly  less  than  that  of  the 
normal  gland.  Other  findings  include  obliteration 
of  peripancreatic  fat  planes  and  loss  of  bounda- 
ries with  surrounding  structures,  involvement  of 
adjacent  vascular  structures  and  regional  lymph 
nodes,  pancreatic  ductal  dilatation,  common  bile 
duct  obstruction,  and  hepatic  metastases.1-2 

Answer 

In  the  case  at  hand,  CT  demonstrated  the 
classically  described  findings  of  SMV  thrombo- 
sis, with  a hypervascular  rim  and  central  clot  and 


FINAL  DIAGNOSIS:  Focal  pancreatitis  and  su- 
perior mesenteric  vein  thrombosis.  r N 
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PRACTICE  OPPORTUNITIES 

The  Tennessee  Physician  Placement  Service  acts 
as  a clearinghouse  for  private  practice  physicians 
seeking  a Tennessee  community  in  which  to  establish 
a practice,  whether  solo,  partnership,  group  or  salar- 
ied position  is  your  preference.  This  is  accomplished 
by  allowing  physicians  seeking  associates  and  com- 
munities seeking  a physician  to  list  their  opportunity. 
We  then  disseminate  this  information  to  inquiring  phy- 
sicians. Our  service  also  assists  physicians  interested 
in  public  health,  mental  health  or  physicians  with  a 
National  Health  Service  Corps  obligation.  There  is  no 
charge  for  this  service. 

For  further  information,  please  contact: 
Physician  Placement  Service 
Tennessee  Department  of  Health  and  Environment 
100  9th  Avenue  North 
Nashville,  Tennessee  37219 
(615)  741-7308 
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Loss  Prevention  Case  of  the  Month 


The  Schedule  vs  the  Patient 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

A 38-year-old  man  sustained  a knee  injury  in  a fall  on  the 
job  at  a construction  site.  He  had  a long  history  of  alcohol 
abuse  and  peptic  ulcer  disease  for  which  he  had  been  seen 
regularly  by  his  family  physician.  There  was  a strong  family 
history  of  coronary  artery  disease  in  that  the  patient's  father 
and  an  older  brother  had  had  coronary  artery  bypass  surgery. 
Two  weeks  after  his  initial  injury,  the  patient  was  admitted 
to  the  ambulatory  surgery  service  at  7:00  am  scheduled  for 
arthroscopy  of  the  left  knee  at  10:30  am.  The  physical  ex- 
amination done  by  the  attending  orthopedist  five  days  prior 
to  admission  documented  no  positive  findings  except  for  those 
related  to  the  left  knee.  The  preoperative  orders  included  a 
complete  blood  cell  count,  urinalysis,  partial  thromboplastin 
time  (PTT),  chest  x-ray,  and  electrocardiogram.  All  the  ini- 
tial orders  were  carried  out  on  the  patient  and,  at  the  time, 
the  anesthesiologist  made  his  preoperative  rounds.  All  results 
were  reported  on  the  chart  and  were  within  normal  limits. 
During  this  visit,  the  patient  told  the  anesthesiologist  that  he 
had  some  epigastric  discomfort.  The  patient  attributed  this  to 
his  fasting  state.  The  anesthesiologist  ordered  STAT  cardiac 
enzymes  at  9:30  am.  The  blood  was  drawn  for  these  tests  at 
9:40  am,  and  at  10:00  am  the  nurse  administered  the  preop- 
erative medication  as  ordered. 

The  operating  surgeon  arrived  in  the  operating  room  about 
10:40  am  and  discussed  with  the  anesthesiologist  the  cardiac 
enzymes  that  were  not  as  yet  reported.  The  patient  denied 
any  discomfort;  the  vital  signs  were  stable,  and  both  the  anes- 
thesiologist and  the  orthopedist  thought  that  there  was  no 
good  reason  to  delay  the  surgery.  Within  minutes  after  gen- 
eral anesthesia  had  begun,  the  patient  suffered  cardiac  arrest, 
and  attempts  at  resuscitation  were  unsuccessful.  By  this  time 
the  cardiac  enzymes  were  reported  and  were  strongly  sugges- 
tive of  an  acute  myocardial  infarction. 

A lawsuit  was  filed  against  both  the  orthopedic  surgeon 
and  the  anesthesiologist. 


Loss  Prevention  Comments 

This  young  man  had  been  followed  and  treat- 
ed regularly  by  his  primary  care  physician  for 
complaints  attributed  to  alcohol  abuse  and  peptic 
ulcer  disease.  This  was  known  to  the  orthopedic 


Dr.  Avery  is  chairman  of  the  Loss  Prevention  Committee.  State 
Volunteer  Mutual  Insurance  Company,  Brentwood,  and  medical  di- 
rector for  Ambulatory/Outpatient  Services,  St.  Thomas  Hospital. 
Nashville. 


surgeon,  but  he  made  no  effort  to  involve  the 
patient’s  primary  care  physician  in  his  plans  for 
surgical  treatment.  The  plaintiff  position,  sup- 
ported by  expert  testimony,  was  that  the  or- 
thopedic surgeon  was  negligent  in  not  making 
contact  with  the  patient’s  primary  care  physician 
regarding  the  past  history  and  his  plans  for  sur- 
gery. 

The  anesthesiologist  promptly  reviewed  the 
patient’s  history  during  his  pre-anesthesia  visit 
and,  because  of  the  epigastric  discomfort,  or- 
dered the  cardiac  enzymes  STAT,  assuming  that 
the  results  would  be  reported  before  the  sched- 
uled surgery.  He  failed,  however,  to  delay  the 
preoperative  medication  until  after  the  enzymes 
had  been  reported,  and  further,  he  agreed  to  be- 
gin anesthesia  before  the  tests  were  reported.  The 
plaintiff  contended,  again  with  the  support  of 
good  expert  testimony,  that  the  anesthesiologist 
was  negligent  on  both  counts. 

The  orthopedic  surgeon  was  accused  of  negli- 
gence for  proceeding  with  the  surgery  before  he 
had  all  the  clinical  evidence  in  hand  with  respect 
to  the  preoperative  condition  of  his  patient.  No 
expert  testimony  could  be  obtained  that  the  de- 
fendant physician  had  acted  within  the  accepta- 
ble standard  of  care. 

Other  allegations  complicating  the  defense  re- 
lated to  the  decision  to  operate  in  the  ambulato- 
ry surgery  area  in  view  of  the  positive  family  his- 
tory and  in  view  of  the  continuing  complaints 
related  to  peptic  ulcer  disease.  The  implication 
was  that  more  attention  was  paid  to  cost  contain- 
ment, the  surgical  schedule,  and  the  convenience 
of  the  physicians  than  to  the  welfare  of  the  pa- 
tient. 

No  good  legal  defense  could  be  mounted;  con- 
sequently, a large  settlement  was  necessary. 

znzT? 
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Health  and  Environment  Report 


Lead  Poisoning  in  Children 

FLORENCE  B.  ROBERTS,  R.N.,  Ph.D. 


Since  antiquity,  lead  has  been  recognized  as  a dan- 
gerous substance,  but  recognition  of  the  extent  of  the 
danger  came  slowly.  Prior  to  1960,  a blood  level  of  60 
|xg/dl  was  not  considered  dangerous.  In  1975  a level  of 
30  (jug/dl  was  designated  by  the  Centers  for  Disease 
Control  as  a level  of  requiring  treatment.  In  1985,  the 
level  was  further  reduced  to  25  |xg/dl.‘  Some  research- 
ers studying  the  subtle  aspects  of  neurophysiology  and 
behavior  are  now  questioning  the  safety  of  that  level.2' 
4 In  addition,  there  is  recent  concern  for  prenatal  as 
well  as  postnatal  exposure.5 

The  first  federal  legislation  regarding  lead  was  the 
1971  Lead  Based  Paint  Poisoning  Prevention  Act, 
which  provided  funding  to  assist  the  states  in  devel- 
oping screening  programs.  That  categorical  program 
was  folded  into  the  Maternal  and  Child  Health  (MCH) 
Block  Grant  in  1981.  In  1982,  the  Division  of  MCH 
urged  that  all  children  between  the  ages  of  9 months 
and  6 years  be  screened  at  least  annually. 

Current  Status 

Lead  poisoning  affects  approximately  4%  of  all 
children  in  the  United  States.  It  is  not  limited  to  chil- 
dren of  any  race  or  socioeconomic  stratum,  but  poor 
black  inner  city  children  are  at  the  highest  risk.  Of  the 
southeastern  states  that  have  a lead  screening  pro- 
gram, the  percentage  of  children  1 to  5 years  of  age 
with  confirmed  lead  toxicity  in  1983  ranged  from  0.4% 
(South  Carolina)  to  1.5%  (Arkansas).  Of  the  states 
contiguous  with  Tennessee,  Kentucky,  Arkansas,  North 
Carolina,  Virginia,  Missouri,  and  Georgia  have  state- 
wide screening  programs.  Nationally  seven  states 
(Delaware,  Illinois,  Massachusetts,  New  Jersey,  Rhode 
Island,  South  Carolina,  and  Wisconsin)  have  laws  gov- 
erning lead  screening,  and  13  others  are  considering 
such  legislation. 

Sources  of  Lead 

Lead-based  paint  is  still  a major  source  of  lead  poi- 
soning in  children  living  in  older  housing.  As  a reflec- 
tion of  this  hazard.  Housing  and  Urban  Development 
(HUD)  advised  in  1986  that  all  children  under  6 years 
of  age  living  in  public  housing  built  prior  to  1978  should 

From  the  Tennessee  Department  of  Health  and  Environment, 
Nashville. 
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be  screened  for  lead  poisoning.  In  an  environmental 
survey,  HUD  had  found  that  nearly  half  of  the  hous- 
ing units  built  prior  to  1978  contained  interior  lead 
paint. 

The  reduction  in  use  of  leaded  gasolines  has  some- 
what decreased  the  hazard  from  airborne  lead,  but  in- 
dustrial airborne  lead  may  still  pose  a threat  in  some 
locations.  There  is  new  concern  for  waterborne  lead  in 
older  housing  where  lead  solder  was  used  on  water 
pipes. 

A common  source  of  lead  is  dust  carried  home  by 
workers  in  high  lead  industries,  such  as  battery  man- 
ufacturers. Some  crafts,  such  as  ceramics,  use  lead, 
which  may  present  a hazard  to  the  artist/craftsman  or 
to  children  playing  around  their  workspace. 

Diets  high  in  fat  and  low'  in  calcium  and  iron  ap- 
pear to  promote  lead  absorption.  Nutritional  counsel- 
ing and  increased  access  to  dietary  resources  (such  as 
WIC)  may  help  to  protect  young  children. 

Screening 

The  screening  test  for  lead  is  the  erythrocyte  pro- 
toporphyrin (EP)  level.  Children  with  an  EP  level 
above  35  (jcg/dl  should  have  a blood  determination  for 
confirmation,  since  the  EP  reflects  the  degree  of  heme 
synthesis,  and  its  determination  is  not  a substitute  for 
blood  lead  levels.  Blood  lead  levels  above  25  pig/dl  are 
confirmatory  of  toxicity,  and  levels  above  75  fxg/dl  in- 
dicate a need  for  immediate  treatment. 

At  this  time,  except  in  Memphis,  where  the  county 
has  a small  laboratory  equipped  to  perform  the  tests 
for  health  department  patients,  both  EP  and  blood  lead 
determinations  must  be  sent  to  private  laboratories  for 
processing.  A -A 
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One  More  Meeting 

Most  doctors  I know  look  forward  to  the  prospect  of  a new  meeting  with 
the  same  enthusiasm  as  a visit  by  the  IRS.  They  already  attend  hospital  staff 
meetings,  specialty  society  meetings,  committee  meetings,  and  perhaps  church 
and  community  meetings. 

Recently  I was  a guest  at  a nearby  medical  society  meeting.  I was  pleased 
to  see  a good  attendance  of  physicians  genuinely  enjoying  the  company  of 
fellow  physicians.  There  was  a sharing  of  problems,  frank  discussions,  and 
development  of  plans  that  would  hopefully  meet  these  problems.  Finally, 
there  was  a sound,  scientific  meeting  presenting  new  treatment  methods  for 
a common  medical  problem.  All  of  the  ingredients  of  a good  medical  society 
meeting  were  there. 

I thought  about  how  unique  a medical  society  meeting  is.  All  of  the  other 
meetings  tend  to  split  doctors  into  groups.  Hospitals  are  very  competitive  in 
their  marketing  and  advertising,  suggesting  that  their  institutions  are  better 
than  other  hospitals,  and  by  implication  that  their  staffs  are  better  than  oth- 
er hospital  staffs.  This  creates  a competitive  environment  between  physi- 
cians that  was  not  present  a few  years  ago. 

Specialty  societies  are  wonderful  means  of  broadening  our  knowledge  in 
our  limited  field  of  medicine,  but  they  also  tend  to  set  a specialty  apart  from 
others  and  even  sometimes  against  other  specialties. 

Nowhere  can  one  find  the  collegiality  that  extends  across  these  lines  of 
division  like  the  local  medical  society.  There  you  can  work  together  to  solve 
local  problems  and  to  use  the  political  process  on  your  local  representatives 
at  the  various  levels. of  government.  There  you  can  be  informed  about  socio- 
political problems,  which  are  evermore  becoming  a part  of  our  daily  practice 
of  medicine.  There  you  can  also  receive  scientific  information  that  will  keep 
you  abreast  of  the  broad  progress  in  medicine,  and  not  just  your  own  spe- 
cialty. 

By  no  means  do  I suggest  that  you  go  to  your  local  medical  society  as  a 
spectator  only.  We  need  involvement,  even  commitment,  of  all  of  our  doc- 
tors. All  of  the  other  meetings  have  their  place  in  our  lives,  but  to  leave  out 
this  one  more  meeting  would  be  a serious  error. 
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A Tale  of  Two  Chickens 

Once  upon  a time  people  lived  in  castles,  cot- 
tages, cabins,  huts,  or  hovels,  but  no  matter 
which,  they  shared  one  thing  in  common:  their 
environment  was  drafty  in  winter  and  sweaty  in 
summer.  Most,  even  the  castles,  had  animals  un- 
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der  foot  all  the  time,  mostly  for  utilitarian  pur- 
poses. Horses  were  ridden  (if  you  were  rich 
enough),  cows  were  milked,  dogs  chased  away 
footpads,  and  cats  caught  mice  and  rats,  which 
were  everywhere.  If  you  wanted  to  eat  a chick- 
en, you  (or  if  you  were  rich  enough,  your  ser- 
vant) reached  out  and  caught  one,  wrung  its  neck, 
scalded  it,  plucked  it,  cooked  it,  and  ate  it — just 
like  that.  Tomorrow  you  ate  tomorrow’s  chick- 
en, since  any  of  today’s  that  was  left  had  likely 
gone  bad.  Those  were  the  (not  so)  good  old  days. 

You've  come  a long  way,  baby.  Though  cas- 
tles and  hovels  still  tend  to  be  drafty,  most  dwell- 
ings in  between  have  gradually  been  improved  to 
varying  degrees  by  such  things  as  storm  windows 
and  insulation  to  keep  out  both  cold  and  heat,  at 
least  some  of  it.  During  a recent  energy  crunch 
the  government  placed  a bounty  on  airtight 
houses.  Homes  are  cleaner,  too — or  at  least  they 
can  be;  whether  they  actually  are  or  not  depends 
on  personal  habits.  Nevertheless,  nowadays  if  you 
want  a chicken  you  go  buy  one  that  someone  else 
has  plucked,  and  maybe  even  cooked.  It  keeps  a 
while,  too,  in  the  ol'  fridge.  Seems  like  heb’m, 
don'  it?  Well,  it  isn’t. 

Ever  since  he  was  ousted  from  Eden,  man, 
along  with  his  significant  other(s),  has  been  look- 
ing to  regain  it  on  his  own.  Many  of  the  blessings 
he  has  manufactured  along  the  way  have  turned 
out  to  be  not  unmixed.  Cited  above  are  two  of 
them.  Tighten  up  your  house  and  radon  gas  may 
accumulate  and  give  you  lung  cancer.  Then  too, 
if  you  tightened  it  up  with  asbestos,  you  got  a 
double  dose.  The  manufacturers  who  used  asbes- 
tos in  making  insulation  went  bankrupt.  Their 
reorganized  companies  took  to  using  glass  fibers, 
which  some  epidemiologist  now  says  is  also  car- 
cinogenic. 

Back  when  chickens  were  plucked,  cooked  and 
eaten  on  the  spot,  if  the  finished  product  had 
taken  on  a little  guano  in  the  process,  it  was  of 
small  moment,  as  the  dose  of  coliforms  was  not 
much.  These  days  most  chicken  feet  never  touch 
the  ground.  Chickens  are  raised  and  slaughtered 
in  a controlled  environment,  and  presumably 
reach  you  clean — presumably,  because  the  inci- 
dence of  gastrointestinal  illness  due  to  Salmonel- 
la and  other  enteric  pathogens  from  eating  guan- 
oed poultry  is  skyrocketing  as  the  cognoscenti 
eschew  chewing  red  meat  in  favor  of  fish  and 
chicks — and  just  when  it  looked  as  if  we  civilized 
types  were  about  shed  of  the  lowly  bacterium,  as 
well  as  most  viruses,  as  a threat  to  our  life,  lib- 
erty, and  pursuit  of  happiness  (LLAPOH — pro- 
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nounced  llaphoh).  When  Mr.  Roosevelt  prom- 
ised two  chickens  in  every  pot  and  a car  in  every 
garage,  he  didn't  have  this  in  mind,  but  then  the 
death  and  burial  of  most  of  those  chickens  would 
have  been  close  to  simultaneous. 

There  are  not  very  many  things  around  about 
which  there  is  not  both  good  news  and  bad  news. 
Litigiousness  over  the  bad  news  has  diminished 
enthusiasm  for  going  after  the  good,  witness  the 
disinclination  of  biological  manufacturers  to  make 
vaccines. 

When  I was  growing  up  on  Lookout  Mountain 
a dirty  pall  obscured  the  valley  below,  in  which 
Chattanooga  was  hiding.  During  my  college  and 
medical  school  days  the  same  soft  coal  product 
shrouded  objects  on  the  opposite  side  of  Nash- 
ville's streets,  and  turned  daylight  into  dusk. 
Natural  gas  was  the  answer,  but  supplies  were 
finite,  and  the  real  answer  was  to  be  atomic  en- 
ergy— until  we  had  it.  The  good  news  was  that  it 
indeed  was  clean,  efficient,  and  available.  The 
bad  news  was  that,  like  any  animal,  it  produced 
waste — radioactive  waste.  Not  only  that,  it  was 
radioactive  waste  with  a long  half-life.  What  to 
do  with  it.  as  well  as  with  toxic  wastes  from 
chemical  processing  plants,  has  occupied  a lot  of 
time  and  energy  in  the  Congress  and  elsewhere, 
without  any  satisfactory  results. 

The  list  could  go  on  and  on.  but  I'm  getting 
writer's  cramps,  and  you  will  stop  reading,  any- 
way. If  this  story  has  a moral,  it  is  that  we  always 
expect  too  much,  which  is  not  necessarily  bad.  as 
it  tends  to  push  toward  a solution.  When  those 
expectations  become  demands,  however,  and 
when  society  exacts  punishment  for  failure  to 
meet  those  demands  over  and  above  the  failure 
itself,  initiative  falters  and  productivity  dwindles. 
Worse,  the  bureaucrats  get  into  the  act.  and  both 
diminish  productivity  further  and  drive  up  the 
cost.  There  is  no  way.  for  example,  to  discover 
the  contaminated  chickens  by  quick  screening.  It 
requires  minute  examination  (by  bacteriology.  I 
presume)  on  random  specimens  to  find  where  the 
culprits  are  coming  from. 

And  so.  in  our  search  for  absolute  security  the 
bureaucracy  proliferates — but  at  what  a price! 
Things  move  best  in  a laissez-faire  environment: 
but  this  is  also  at  a price — caveat  emptor.  To 
make  society  work  requires  a fine  balance.  Im- 
balance. however,  is  the  rule;  the  balance  tends 
to  fluctuate  rather  than  remaining  in  balance. 
These  days  bureaucracy  is  in  the  saddle,  and 
medicine  is  caught  in  its  trap. 

J.B.T. 


A More  Perfect  Union 

...  To  insure  domestic  tranquility.  . . . promote  the 
general  welfare,  and  secure  the  blessings  of  liberty  to 
ourselves  and  our  posterity  . . . 

Preamble  to  the  Constitution 
of  the  United  States 

I had  thought  to  write  something  about  the 
Constitution  of  the  United  States  to  mark  its  bi- 
centennial this  year,  but  during  preparation  for 
it  I found  the  subject  too  depressing — not  the 
Constitution,  which  is  marvelous  in  its  simplicity 
and  directness,  and  for  which  I have  the  highest 
regard,  but  the  courts  and  the  manner  in  which 
they  have  distorted  it.  which  isn't  and  for  which 
I don't.  The  courts’  “business"  generally  was  not 
their  business  in  the  first  place.  The  three 
branches  of  government  were  set  up  in  such  a 
manner  as  to  balance  each  other  and  protect  the 
citizenry  from  excesses  of  any  one  branch.  It  was 
a good  plan,  one  that  would  secure  for  us  the 
blessings  of  liberty  that  were  won  at  such  cost. 
In  practice,  the  citizenry  has  no  protection  against 
the  vagaries  of  the  unelected,  frequently  tyran- 
nical presidential  appointees  manning  the  federal 
benches.  Hence  the  citizenry,  instead  of  enjoying 
the  fruits  of  the  Revolution,  simply  traded  King 
George  III  for  the  Supreme  Court,  which  is  free 
to  impose  upon  us  its  own  political  and  social 
philosophies  without  redress. 

Since  federal  judges  are  appointed  by  the 
President  for  so  long  as  they  behave  themselves, 
and  since  they  presumably  reflect  his  views — 
though  some,  once  appointed,  prove  renegades — 
a long-term  president,  such  as  Mr.  Roosevelt, 
for  instance,  can  influence  the  nation  for  genera- 
tions to  come.  No  one  knows  how  to  abuse  power 
like  a lawyer;  Jesus  pronounced  woes  on  them 
because  they  were  blind  guides  who  inflicted  bur- 
dens too  difficult  to  bear,  and  He  accused  them  of 
straining  out  gnats  and  swallowing  camels. 

According  to  the  Constitution,  legislative  pow- 
er belongs  to  the  people  through  their  elected  rep- 
resentatives. but  federally  only  as  much  as  speci- 
fied. Actually,  few  things  are  delegated  to  the 
federal  government.  ‘The  powers  not  delegated 
to  the  United  States  by  the  Constitution,  nor  pro- 
hibited by  it  to  the  States,  are  reserved  to  the 
States  respectively,  or  to  the  people  [through  the 
process  of  amendment  to  the  Constitution]." 
(Amendment  X.) 

The  tenth  amendment,  which  was  required  by 
the  States  because  of  early  abuse  of  federal  power, 
has  been  almost  universally  violated  from  the  first. 
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The  Golden  Rule  says  that  “he  who  has  the  gold 
makes  the  rules.”  It  became  necessary  for  the  fed- 
eral— not  the  state — government  to  have  the  gold 
because  of  the  demands  by  the  people  for  a place 
at  the  federal  teat.  And  so  the  public,  like  Esau, 
traded  its  birthright  for  a mess  of  potage.  This 
originated  long  before  the  reign  of  Mr.  Roosevelt, 
but  he  did  help  it — or  rather  propel  it — along. 

Instead  of  celebrating  the  bicentennial  of  the 
Constitution,  I think  we  should  be  holding  a wake. 
It  is  not  a “living  document,”  as  some  jurists  insist, 
but  only  an  ossified  instrument  that  the  courts 
can — and  do — use  on  us  like  the  jawbone  of  an 
ass  in  whatever  way  suits  their  fancy.  But  the  ma- 
jor culprit  is  not,  as  popularly  held,  the  Supreme 
Court  or  even  the  bureaucracy.  Though  it  was  the 
courts  that  delivered  the  mortal  blow  (actually  a 
series  of  them  beginning  soon  after  the  Supreme 
Court  was  formed),  neither  they  nor  anyone  else 
in  Washington  killed  it.  The  Constitution  was  killed 
by  “We,  the  people  of  the  United  States,”  who 
just  stood  around  and  watched  it  die.  In  order  to 
form  a more  perfect  union  (we  thought),  we  sold 
out  justice,  domestic  tranquility,  the  general  wel- 
fare, and  the  blessings  of  liberty — for  ourselves 
and  our  posterity. 

We  have  secured  a union,  all  right,  but  what 
we  have  secured  is  not  an  amalgam;  it  is  more 
anodized,  where  only  the  all  encompassing  federal 
power  structure  counts.  Beneath  the  shiny  out- 
sides is  the  nondescript  mass  of  white  metal  that 
serves  only  to  maintain  mass  and  shape,  and  lend 
support.  That's  us!  But  as  Major  Pickering  said  in 
My  Fair  Lady , “We-e-e  didit!” 

The  Founding  Fathers  must  be  spinning  in  their 
graves. 

J.B.T. 


Stultification  Simplified 

Spiderman,  affectionately  known  to  aficiona- 
dos as  Spidey,  is  getting  married — not  once,  but 
three  times!  You  see,  there  is  Spiderman,  and 
there  is  Spiderman;  and  then,  there  is  Spider- 
man. One  is  the  property  of  Marvel  Comics, 
makers  of  comic  books;  another  belongs  to  the 
syndicated  daily  strips.  The  third  is  sort  of  free 
lance;  he  will  be  married  in  person  in  Shea  Stad- 
ium on  June  5.  The  other  two  will  be  married 
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around  the  same  time  in  their  respective  media, 
but  in  different  ways,  though  each  to  the  same 
girl — fortunately,  I guess.  It  is  tidier  that  way — 
and  also  legal. 

Reaction  to  the  coming  nuptials  is  varied.  One 
19-year-old  monitor  of  a store’s  comic  book  sec- 
tion thinks  getting  married  is  “old  and  boring.  It 
looks  like  they  could  do  something  more  inter- 
esting,” he  said. 

My  own  relationship  to  Spiderman  is  tenuous 
at  best,  since  he  belongs  to  another  generation. 
Mine  is  Terry  and  the  Pirates  and  Buck  Rogers 
(also  Will);  it  is  of  a time  where  to  be  properly 
sanctioned,  a relationship  had  to  wind  up  before 
an  altar  or  its  surrogate.  Now  it  is  OK  just  to 
have  a relationship;  that  is,  it  is  in  circles  other 
than  the  ones  I move  in,  which  are  “old  and  bor- 
ing,” I guess.  I guess  I know  too  what  he  meant 
by  something  more  interesting,  though  what  he 
said  was,  “They  could  have  dyed  their  hair  yel- 
low.” Not  that  all  the  relationships  in  my  day — 
or  any  other  day  that  I know  anything  about — 
actually  did  wind  up  sanctioned,  but  it  was  at  least 
looked  upon  as  the  thing  to  do;  in  fact,  not  to 
was  actually  illegal — maybe  still  is,  though  any 
test  case  would  doubtless  be  thrown  out  of  court 
as  a violation  of  constitutional  rights.  (It  seems 
almost  everything  that  promotes  what  we  used  to 
call  decency  violates  somebody’s  constitutional 
rights.  But  I digress.) 

Now,  back  to  “old  and  boring.”  Spoken  like 
an  unmarried  nit.  I think,  though,  that  what  he 
actually  meant  was  not  “boring,”  but  “a  bore,” 
referring  to  the  concept;  the  distinction  would 
doubtless  be  lost  on  him.  Given  today’s  moral 
climate,  it  does  not  surprise  me  he  would  think 
that,  though  it  does  disappoint  me.  He  doubtless 
is  thinking,  as  men  (maybe  women,  too)  have 
since  Adam,  of  all  the  wild  oats  left  him  to  sow. 
It  is  just  that  it  is  now  acceptable  to  express  one’s 
boredom  with  it. 

The  news  media  are  continually — no,  contin- 
uously— preoccupied  with  something  or  other, 
often  to  the  point  of  beating  a dead  horse.  They 
continue  beating  that  horse  until  the  next  live  one 
comes  along.  It  usually  has  to  do  with  somebody 
or  other’s  peccadillos,  since  those  are  the  jucier 
morsels  that  sell  newspapers  and  lure  tube- 
watchers.  Sometimes  they  get  a bonanza — two  at 
once.  Crowding  out  Jim  and  Tammy  Bakker,  and 
even  Iran-gate  for  a while,  were  the  comings  and 
goings  of  the  late  lamented  (?)  presidential  can- 
didate Gary  Hart,  et  al,  who  early  in  the  game 
shot  his  candidacy  in  the  foot.  Whether  or  not  he 
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(or  rather  his  candidacy)  was  a victim  of  the  me- 
dia or  simply  its  patsy  depends  on  whom  you  ask. 
Without  taking  sides  in  the  dispute,  the  Wall 
Street  Journal  observed  that  this  preoccupation 
reflected  a certain  poverty  of  ideas,  and  it  was 
that  that  bothered  them  most  of  all. 

In  Athens  the  Apostle  Paul  found  the  men  of 
the  city  assembled  in  the  Agora,  as  was  their  dai- 
ly wont,  to  see  and  to  hear  some  new  thing.  The 
first  observation  one  would  have  to  make  is  that 
they  had  not  enough  to  do.  That  would  necessar- 
ily be  followed  by  the  observation  that  they  could 
be  doing  worse  things.  Boredom  does  not,  after 
all,  depend,  or  at  least  depend  exclusively,  on 
external  circumstances.  Boredom  is  an  inner  le- 
sion. 

Spiderman's  marriage,  whenever  or  however, 
does  not  strike  me  as  culturally  enriching  or 


mentally  stimulating.  Nonetheless,  it  does  not 
bother  me  that  our  adolescent  philosopher  might 
find  it  so,  or  that  he  would  consider  marriage  “old 
and  boring.”  Neither  does  it  bother  me  much  that 
he  might  consider  their  dyeing  their  hair  yellow 
an  interesting  alternative.  What  does  bother  me 
is  the  suspicion  that  he  has  a lot  of  company,  and 
that  in  a cokey  funk  they  might  consider  the  in- 
teresting alternative  painting  the  town  instead. 
Even  worse  is  the  knowledge  that  many  in  his 
company  are  not  adolescent,  and  may  be  in  po- 
sitions of  authority. 

The  media  have  no  corner  on  poverty  of  ideas. 
Mental  impoverishment  is  far  more  prevalent  than 
financial  poverty.  It  is  also  more  dangerous,  and 
even  harder  to  cure.  Either  way,  it  appears  the 
poor  we  have  with  us  always. 

J.B.T. 


TMA  Members  Receive  AMA  Physician’s  Recognition  Award 

Forty  TMA  members  qualified  for  the  AMA  Physician's  Recognition  Award  during  April  1987. 

To  qualify  for  the  PRA.  a minimum  of  150  hours  of  continuing  medical  education  must  be  earned  over 
a three-year  period:  60  of  these  hours  must  be  Category  1. 

This  list  does  not  include  members  who  reside  in  other  states.  Names  of  additional  PRA  recipients  will 
be  published  as  they  are  received  from  AMA. 


Carolyn  F.  Blackwell , M.D. , Memphis 
Robert  R.  Cleveland , M.D. , Murfreesboro 
Thomas  S.  Dake , M.D.,  Columbia 
Phillip  H.  Dinneyer , M.D. , Memphis 
John  H.  Dougherty , M.D.,  Fairfield  Glade 
William  H.  Fancher,  M.D.,  Memphis 
Gordon  R.  Freeman , M.D..  Dyersburg 
Francis  W.  Gluck , Jr.,  M.D. , Nashville 
James  A.  Greene,  M.D.,  Knoxville 
Charles  N.  Hatfield,  M.D.,  Maryville 
William  H.  Hill,  M.D.,  Madison 
Robert  P.  Hornsby,  M.D..  Murfreesboro 
Wesley  F.  Jones,  Jr.,  M.D.,  Lexington 
Eugene  R.  Kidwell,  Jr.,  M.D.,  Kingsport 
Fred  T.  Kimbrell,  Jr.,  M.D.,  Nashville 
Rodger  P.  Lewis,  M.D.,  Union  City 
William  E.  Long,  M.D.,  Memphis 
William  A.  Loy,  M.D.,  Oak  Ridge 
William  S.  McDougal,  M.D.,  Nashville 
Charles  A.  Mitchell,  M.D.,  Nashville 


Lawrence  R.  Nickell.  M.D.,  Columbia 
Pamela  T.  Osborne,  M.D.,  Cordova 
William  T.  Patten,  M.D.,  Hendersonville 
Andres  A.  Ramos,  M.D. , Gallatin 
Larry  D.  Reed,  M.D.,  Crossville 
Leslie  B.  Reynolds,  Jr.,  M.D.,  Kingsport 
Samuel  S.  Riven,  M.D.,  Nashville 
Randall  G.  Samples,  M.D.,  Cookeville 
Glen  C.  Shults,  M.D.,  Newport 
Langdon  Smith,  M.D.,  Nashville 
Russell  R.  Smith,  M.D.,  Goodlettsville 
Clarence  L.  Spannuth,  M.D.,  Johnson  City 
Naveen  Srinivas,  M.D.,  Nashville 
Robin  M.  Stevenson,  M.D.,  Memphis 
Brian  R.  Swenson,  M.D.,  Nashville 
Lynn  B.  Tepley,  M.D.,  Chattanooga 
Lloyd  R.  Thomas,  Jr.,  M.D.,  Memphis 
David  T.  Upchurch,  M.D.,  Oak  Ridge 
Walter  W.  Wheelhouse,  M.D.,  Springfield 
William  G.  Wood,  M.D.,  Johnson  City 
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Richard  Baker  Austin,  III,  age  71.  Died  April  9,  1987. 
Graduate  of  Tulane  University  School  of  Medicine. 
Member  of  Montgomery  County  Medical  Society. 

James  S.  Bell,  age  49.  Died  April  30,  1987.  Graduate 
of  University  of  Tennessee  College  of  Medicine. 
Member  of  Memphis-Shelby  County  Medical  Society. 

Don  E.  Dismukes,  age  60.  Died  April  30,  1987.  Grad- 
uate of  University  of  Tennessee  College  of  Medicine. 
Member  of  Memphis-Shelby  County  Medical  Society. 

Robert  Mark  Finks,  age  74.  Died  May  22,  1987.  Grad- 
uate of  Vanderbilt  University  School  of  Medicine. 
Member  of  Nashville  Academy  of  Medicine. 

James  C.  Gardner,  age  86.  Died  April  28,  1987.  Grad- 
uate of  Vanderbilt  University  School  of  Medicine. 
Member  of  Nashville  Academy  of  Medicine. 

Henry  Thomas  Slawson,  Jr.,  age  62.  Died  February 
18,  1987.  Graduate  of  University  of  Tennessee  College 
of  Medicine.  Member  of  Memphis-Shelby  County 
Medical  Society. 

Wendell  B.  Thrower,  age  61.  Died  May  9,  1987.  Grad- 
uate of  Medical  University  of  South  Carolina.  Mem- 
ber of  Franklin  County  Medical  Society. 


new  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

KNOXVILLE  ACADEMY  OF  MEDICINE 

John  M.  Ambrosia,  M.D.,  Knoxville 
John  W.  Mack,  Jr.,  M.D.,  Knoxville 

MEMPHIS-SHELBY  COUNTY 
MEDICAL  SOCIETY 

William  Kearney  Cook,  M.D.,  Memphis 
Mark  Lane  Cunningham,  M.D.,  Memphis 
Barbara  A.  Duncan-Cody,  M.D.,  Memphis 
Robert  Lewis  Jackson,  M.D.,  Memphis 
Edward  Patton  Scott,  M.D.,  Memphis 
James  Carroll  Varner,  M.D.,  Memphis 
Julian  Mack  Worthington,  M.D.,  Memphis 
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NORTHWEST  TENNESSEE  ACADEMY 
OF  MEDICINE 

Marquerite  McIntosh,  M.D.,  Newborn 

ROANE-ANDERSON  COUNTY 
MEDICAL  SOCIETY 

David  Dale  Long,  M.D.,  Oak  Ridge 

RUTHERFORD  COUNTY/STONES  RIVER 
ACADEMY  OF  MEDICINE 

Mark  L.  Born,  M.D.,  Murfreesboro 

WHITE  COUNTY  MEDICAL  SOCIETY 

Alan  Drake,  M.D.,  Sparta 


per/enol  new/ 


Donald  R.  Techier,  M.D.,  Chattanooga,  has  been  cer- 
tified as  a Diplomate  of  the  American  Board  of  Anes- 
thesiology. 


announcement/ 


CALENDAR  OF  MEETINGS 


NATIONAL 


Aug.  14-19 

Association  of  Medical  Illustrators — 
Radisson  South,  Minneapolis 

Aug.  28-Sept.  2 

World  Conference  on  Health  Educa- 
tion— Houston 

Sept.  9-12 

American  Society  for  Surgery  of  the 
Hand — Convention  Center,  San  Anto- 
nio, Tex. 

Sept.  12 

American  Rhinologic  Society — Las  Vegas 

Sept.  14-17 

American  Academy  of  Family  Physi- 
cians— Fairmont,  San  Francisco 

Sept.  14-19 

American  Electroencephalographic  So- 
ciety— Adam’s  Mark  Hotel,  St.  Louis 

Sept.  16-19 

American  Thyroid  Association — J.  W. 
Marriott,  Washington,  D.C. 

Sept.  18-19 

American  College  of  Nuclear  Medi- 
cine— Shoreham  Hotel,  Washington, 
D.C. 

Sept.  19-23 

American  Academy  of  Otolaryngology- 
Head  and  Neck  Surgery — Chicago 

Sept.  22-24 

American  Paraplegia  Society — Riviera 
Hotel,  Las  Vegas 
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Tuberculous  Peritonitis 


Case  Report  and  Revieiv  of  the  Literature 


DOUGLAS  A.  GENTILE,  M.D.  and  CHARLES  B.  ROSS.  M.D. 


Tuberculous  peritonitis  (TBP)  is  a readily 
treatable  disorder  that  is  frequently  overlooked 
in  the  differential  diagnosis  of  ascites.  Several 
factors  contribute  to  the  difficulty  in  making  a 
clinical  diagnosis  of  TBP.  The  disorder  is  uncom- 
mon, has  a variable  and  nonspecific  clinical  pres- 
entation, and  often  occurs  in  the  absence  of  tu- 
berculosis clinically  apparent  elsewhere.  This 
applies  particularly  to  the  patient  with  coexisting 
TBP  and  alcohol-induced  cirrhosis.  Even  when 
TBP  is  clinically  suspected,  its  confirmation  may 
prove  difficult.  We  present  a case  recently  seen 
in  our  hospital  and  review  the  epidemiology, 
clinical  manifestations,  diagnostic  evaluation  and 
therapy  of  TBP. 

Case  Report 

A 21-year-old  black  woman  came  to  the  Vanderbilt  Uni- 
versity Medical  Center  Emergency  Department  with  a three- 
week  history  of  progressive  abdominal  distention,  nausea, 
early  satiety,  weakness,  low  grade  fever,  and  dyspnea  with 
four  pillow  orthopnea.  She  denied  having  night  sweats,  chills, 
or  weight  loss.  She  had  been  in  good  health  until  the  onset 
of  this  illness,  without  past  medical  history  of  exposure  to 
tuberculosis:  she  stated  that  she  had  had  negative  tuberculin 
skin  tests  in  school.  She  did  not  smoke  or  use  alcoholic  bev- 


From  the  Division  of  Trauma.  Emergency  Service.  Vanderbilt 
University  School  of  Medicine.  Nashville. 
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erages.  she  reported  normal  menses,  and  denied  previous 
sexual  intercourse. 

On  physical  examination,  the  patient  appeared  ill.  with 
marked  abdominal  distention  and  tachypnea  with  shallow  in- 
spirations. Her  temperature  was  101. 2°F  orally,  pulse  rate  144 
min.  blood  pressure  144  98  mm  Hg.  and  respiratory  rate  28 
min.  Her  skin  was  without  lesions  and  there  were  no  abnor- 
mal findings  on  HEENT  examination.  There  was  no  palpable 
adenopathy.  Auscultation  of  the  chest  revealed  bibasilar  rales 
with  diminished  breath  sounds  at  the  right  base.  The  abdo- 
men was  nontender  and  without  palpable  masses,  but  was 
tensely  distended,  with  a positive  fluid  wave.  Pelvic  and  rec- 
tal examinations  revealed  no  pathology.  There  was  bipedal 
edema.  Neurologic  examination  was  within  normal  limits. 

Admission  laboratory  studies  revealed  a WBC  count  of 
5.000  cu  mm  with  a differential  of  65%  segmented  neutro- 
phils. 14%  band  forms.  14%  lymphocytes.  5%  monocytes, 
and  2%  eosinophils.  The  hemocrit  was  29.6%  (hypochromic, 
microcytic),  and  the  platelet  count  was  609.000/cu  mm.  The 
erythrocyte  sedimentation  rate  (Westergren)  was  51  mm  hr 
(normal  0 to  20  mm  hr).  Serum  electrolytes,  creatinine,  co- 
agulation profile,  serum  beta-HCG.  and  a urinalysis  were  all 
within  normal  limits.  The  serum  albumin,  total  protein. 
SGOT.  alkaline  phosphatase,  and  total  bilirubin  were  nor- 
mal. The  LDH  was  345  U/L  (normal  125  to  250  U/L).  A 
chest  x-ray  revealed  a moderate  right  pleural  effusion.  An 
abdominal  series  revealed  no  free  intraperitoneal  air  but  sug- 
gested a large  ascites,  confirmed  by  abdominal-pelvic  ultra- 
sound and  computed  tomographic  scans. 

Abdominal  paracentesis  on  the  night  of  admission  yielded 
1.250  cc  of  cloudy,  yellow  fluid  with  3.600  RBCs  cu  mm.  with 
1.450  WBCs  cu  mm.  82%  mononuclear  cells,  and  18%  seg- 
mented neutrophils:  glucose  was  79  mg  dl.  (The  serum  glu- 
cose was  86  mg/dl:  ascitic/blood  glucose  ratio  was  0.92.)  The 
peritoneal  fluid  protein  was  5.5  gm/dl.  LDH  388  U/L.  and 
amvlase  26  U L.  Bacterial  cultures  as  well  as  acid-fast  bacilli 
(AFB)  smears  and  cultures  ultimately  were  negative.  An  as- 
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citic  fluid  cell  block  contained  reactive  mesothelial  cells.  A 
right-sided  thoracentesis  revealed  8,400  RBCs/cu  mm  and 
2,050  WBCs/cu  mm  (82%  mononuclear  cells,  18%  segment- 
ed neutrophils);  protein  was  5.25  gm/dl  and  glucose  91  mg/ 
dl,  and  bacterial  and  AFB  cultures  were  ultimately  negative. 
Multiple  blood,  sputum,  and  urine  cultures  were  negative.  A 
5-TU  intradermal  PPD  was  placed  and  was  strongly  positive 
at  48  hours  with  induration  and  erythema  over  an  area  of 
20x27  mm.  AFB  smears  and  cultures  of  the  sputum  were 
negative. 

Exploratory  laparotomy  performed  to  differentiate  be- 
tween malignant  disease  and  TBP  disclosed  peritoneal  and 
serosal  surfaces  studded  with  implants  and  the  small  bowel 
matted  with  multiple  interloop  adhesions  without  evidence  of 
obstruction.  The  small  bowel  mesentery  was  thick  and  short- 
ened and  the  omentum  was  described  as  “cake-like,”  biop- 
sies of  which  revealed  caseating  granulomas  with  a single  acid- 
fast  bacillus. 

Ascitic  fluid  and  tissue  specimens  for  AFB  cultures  were 
obtained,  and  an  antituberculous  drug  regimen  was  started 
consisting  of  isoniazid  (INH),  ethambutol,  rifampin,  and  pyr- 
idoxine;  when  the  patient  developed  elevated  SGOT  and  al- 
kaline phosphatase,  the  rifampin  was  discontinued.  Except 
for  a urinary  tract  infection  that  responded  to  treatment  with 
ampicillin,  the  postoperative  course  was  uncomplicated,  and 
on  Aug.  29.  1985,  the  patient  was  discharged  from  the  hos- 
pital on  doses  of  INH  300  mg/day,  pyridoxine  50  mg/day,  and 
ethambutol  15  mg/day.  AFB  cultures  of  the  sputum,  ascitic 
fluid,  and  pleural  fluid  showed  no  growth,  but  culture  of  the 
peritoneal  tissue  yielded  Mycobacterium  tuberculosis,  sensi- 
tive to  INH,  ethambutol,  and  rifampin.  Following  discharge 
from  the  hospital,  the  patient  improved  considerably  and  re- 
mained compliant  with  her  medications;  she  had  no  further 
febrile  episodes  and  currently  has  no  evidence  of  ascites. 

Discussion 

TBP  is  an  uncommon  disorder.  Sochocky1  re- 
ported an  incidence  of  less  than  0.5%  among  pa- 
tients admitted  to  tuberculosis  sanitoria  between 
1953  and  1966.  Alvarez  and  McCabe2  found  the 
same  percentage  of  TBP  in  patients  hospitalized 
for  tuberculosis  between  1968  and  1977,  which 
corresponds  well  with  the  rate  of  0.43%  of  total 
cases  of  tuberculosis  reported  nationwide  for  the 
period  1969  to  1973. 3 There  were  21,701  cases  of 
tuberculosis  reported  in  the  United  States  in 
1984. 4 Assuming  an  incidence  of  0.5%,  one  would 
expect  approximately  100  new  cases  of  TBP  per 
year  nationwide. 

Although  TBP  is  relatively  rare,  certain  groups 
are  at  higher  risk;  it  is  more  common  in 
nonwhites1 5 7 and  has  classically  been  found  more 
commonly  in  women, '-6-8-9  although  recent  series 
report  a nearly  equal  sex  distribution. 2-5-7-10  The 
incidence  is  particularly  high  in  two  populations: 
black  women  81112  and  alcoholics.2-510  The  refer- 
ral area  for  a hospital  appears  to  determine  the 
epidemiologic  pattern  of  the  disorder.  If  the  re- 
ferral area  is  large,  the  majority  of  patients  tend 
to  be  young,  black  women;  if  it  is  limited  to  a 
large  urban  area,  alcoholics  will  predominate, 
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without  racial  or  sexual  predilection.1 

The  pathogenesis  of  TBP  has  been  widely  dis- 
cussed, and  probably  involves  at  least  three  sep- 
arate mechanisms.  Peritoneal  involvement  may 
develop  during  the  bacteremia  of  miliary  tuber- 
culosis.810  This  probably  represents  only  a small 
portion  of  cases,  however,  as  miliary  TB  is  not 
present  in  most  patients  with  TBP.  The  perito- 
neum may  also  become  infected  via  direct  exten- 
sion from  contiguous  structures.  Tuberculous  in- 
volvement of  the  female  genital  tract  is  well 
documented,13  and  in  the  past  was  believed  to  be 
the  most  common  source  of  peritoneal  seeding. 
Karney  et  al5  found  culture-proven  pelvic  tuber- 
culosis in  30%  of  women  with  TBP,  but  for  rea- 
sons that  are  unclear,  two  other  recent  large  se- 
ries did  not  find  any  evidence  of  pelvic 
tuberculosis.9 10  There  may  be  direct  extension  to 
the  peritoneum  from  tuberculous  intestinal  ulcer- 
ations, although  coexisting  enteritis  and  periton- 
itis are  uncommon.2-6  81014 

The  most  common  mechanism  for  the  develop- 
ment of  I BP  is  hematogenous  spread  to  the  perito- 
neum during  primary  pulmonary  infection.  This 
may  occur  as  a “silent”  bacteremia,  resulting  in  the 
formation  of  healed  peritoneal  tubercules  that  can 
later  reactivate  without  any  evidence  of  pulmo- 
nary involvement.2-9-15  Alternatively,  peritonitis 
may  accompany  active,  culture-proven  pulmonary 
TB  as  part  of  a disseminated  tuberculosis.5-8 1415  As 
in  this  case,  the  pulmonary  involvement  is  usually  of 
the  primary  type.8 

TBP  typically  has  an  insidious  onset.  In  the 
usual  case,  patients  suffer  symptoms  for  three 
months  before  definitive  diagnosis,1-5-810  but  symp- 
toms may  develop  suddenly  and  patients  may  even 
have  clinical  signs  of  an  acute  surgical  abdo- 
men.1 1016  Almost  all  patients  complain  of  consti- 
tutional symptoms  such  as  anorexia,  weight  loss, 
malaise,  weakness  and  fatigue.  Increased  abdom- 
inal girth  and/or  distention  are  complaints  in  50% 
to  60%  of  patients,  and  the  majority  complain  of 
abdominal  pain. 2-5'8-1011-14  Fever  is  present  in  80% 
to  100%  of  patients,  although  it  may  be  intermit- 
tent and  is  often  of  low  grade.2-510  Ascites  and  ab- 
dominal tenderness  are  frequent  (70%  to  100%)2-5_ 
10  and  an  abdominal  mass  or  hepatosplenomegaly 
is  observed  on  occasion  (20%  to  30%  ).2-5'7 14  The' 
classic  “doughy  abdomen”  is  very  uncommon  in 
modern  series,  and  probably  represents  a late  phase 
of  the  disease. 1-5-8-10-17 

Routine  laboratory  and  x-ray  studies  are  often 
abnormal  but  rarely  diagnostic.  The  WBC  count 
is  usually  normal,  although  it  may  be  either  in- 
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creased  or  decreased.  While  there  may  be  an  in- 
crease in  polymorphonuclear  cells,  monocytosis  is 
not  typical.  The  hemoglobin  is  usually  normal. 
Liver  function  tests  often  show  minor  abnormali- 
ties, but  are  not  characteristic. 

The  chest  x-ray  is  often  normal,  but  may  sug- 
gest tuberculosis,  as  it  did  in  this  patient.  A pleural 
effusion  is  found  in  30%  to  50%  of  patients,  but 
parenchymal  infiltrates  occur  in  only  5%  to 
15%. 6-8-9-14-17  The  5-TU  PPD  is  usually  pos- 
itive,2-6-914  although  series  from  this  country  have 
reported  negative  PPD  tests  in  as  many  as  70%  of 
patients  with  TBP5;  a negative  test  appears  partic- 
ularly likely  in  the  alcoholic  patient. 

Peritoneal  fluid  analysis  is  essential  in  the  eval- 
uation of  a patient  with  ascites,  but  is  rarely  di- 
agnostic of  TBP.  Unlike  tuberculous  pleural  ef- 
fusions, ascitic  fluid  is  rarely  bloody.5-810  The 
protein  content  is  characteristically  greater  than 
3.0  gm/dl2-6-8-9-14  but  may  be  less,  particularly  in 
alcoholic  patients  with  cirrhosis.2-5-10  The  leuko- 
cyte count  is  usually  greater  than  250/cu  mm,  with 
predominantly  mononuclear  cells,  but  it  may  be 
lower  in  up  to  30%  of  patients,2-10  and  polymor- 
phonuclear cells  may  predominate  early  in  the 
course  of  the  disease. 2-5-10-18  Culture  of  the  perito- 
neal fluid  is  frequently  positive  for  Mycobacterium 
tuberculosis ,9  but  is  of  little  help  in  attaining  di- 
agnosis in  acute  disease  due  to  the  long  incubation 
period.  Acid-fast  stains  are  rarely  positive. 6-9-14 

The  glucose  concentration  in  ascitic  fluid  is  often 
low  in  TBP. 19  In  particular,  it  has  been  suggested 
than  an  ascitic/blood  glucose  ratio  of  less  than  0.96 
may  help  differentiate  patients  with  ascites  due  to 
TBP  from  those  with  ascites  due  to  cirrhosis,20  but 
low  ascitic  glucose  levels  may  also  be  found  with 
peritoneal  carcinomatosis  and  other  inflammatory 
disorders.21 

Additional  diagnostic  modalities  include  ab- 
dominal CT  and  gallium  scan.  CT  may  show  fea- 
tures suggestive  of  TBP,  such  as  high  density  as- 
cites or  irregular  soft  tissue  densities  in  the  area 
of  the  omentum  (not  found  on  this  patient's  CT 
scan).22-23  Gallium  scan  shows  accumulation  of  gal- 
lium in  the  abdominal  cavity.24-25  Neither  test  is 
diagnostic. 

From  the  preceding,  it  is  apparent  that  the  clini- 
cal diagnosis  of  TBP  may  be  difficult.  It  is  an 
uncommon  disorder  that  may  simulate  a number 
of  abdominal  illnesses,  and  laboratory  and  x-ray 
findings  may  be  nonspecific.  This  is  a particularly 
difficult  problem  in  alcoholic  patients  with  TBP. 
Ascites  in  these  patients  is  often  attributed  to  cir- 
rhosis, and  their  symptoms  may  mimic  alcohol- 


induced  hepatitis.  The  diagnosis  is  not  infrequent- 
ly made  at  autopsy.6-71014 

A caseating  granuloma  or  AFB  on  stain  is  usu- 
ally required  to  make  the  diagnosis  of  TBP.  and 
in  older  series,  this  often  meant  exploratory  lap- 
arotomy.6-7-10 The  diagnosis  is  still  often  made  at 
laparotomy,  either  because  another  diagnosis  is 
initially  suspected2-11 1416  or  because  other  less  in- 
vasive studies  are  unrevealing.5-8-9  In  complicated 
cases,  such  as  those  with  intestinal  obstructions  or 
when  the  risk  of  perforation  is  deemed  to  be  high, 
exploratory  laparotomy  may  be  the  initial  proce- 
dure of  choice. 

Peritoneal  biopsy  with  a Cope  needle  is  an  al- 
ternative that  is  often  diagnostic.  As  described  by 
Levine,1' a puncture  is  made  in  the  left  lower  quad- 
rant level  of  the  rectus  sheath,  through  which  three 
to  four  bits  of  peritoneum  are  obtained  from  dif- 
ferent quadrants  of  the  same  puncture  site.  In  a 
large  prospective  study  by  Singh  et  al,9  the  diag- 
nosis of  TBP  was  made  without  complications  in 
30  of  47  (64%)  patients  with  this  technique,  but 
hemorrhage,  small  bowel  perforations,  and  death 
have  been  reported.14-26  In  general,  it  should  be 
attempted  only  if  there  is  free  ascitic  fluid  and  no 
interfering  abdominal  mass  is  palpated. 

Peritoneoscopy  with  biopsy  is  another  tech- 
nique that  may  be  useful  where  equipment  and 
trained  personnel  are  available. 14-27-28  It  allows  for 
direct  visualization  of  the  peritoneum  and  abdom- 
inal structures,  with  biopsy  of  involved  areas.  In 
the  study  by  Singh,9  10  of  17  patients  who  had 
negative  Cope  needle  biopsies  had  a positive  bi- 
opsy obtained  by  peritoneoscopy,  while  the  re- 
maining seven  required  laparotomy  for  diagnosis. 

TBP  in  the  pre-chemotherapy  era  was  frequent- 
ly fatal,10-29 but  with  good  patient  compliance,  cure 
rates  approach  100%. K2-5-8-9  There  are  no  con- 
trolled studies  comparing  single  or  multiple  anti- 
tuberculous agents  in  TBP.  Generally,  isoniazid 
in  combination  with  one  or  two  additional  drugs 
is  employed  for  18  to  24  months.  Dutt  et  al30have 
recently  reported  their  experience  with  short- 
course  chemotherapy  for  extrapulmonary  tuber- 
culosis. Peritoneal  tuberculosis  was  found  in  17 
out  of  402  cases.  For  drug-susceptible  disease, 
treatment  consisted  of  isoniazid  300  mg  and  rifam- 
pin 600  mg  daily  for  one  month,  followed  by  ison- 
iazid 900  mg  and  rifampin  600  mg  twice  weekly 
for  another  eight  months.  They  reported  an  over- 
all success  rate  of  95%  in  patients  who  completed 
therapy.  The  use  of  corticosteroids  has  been  ad- 
vocated to  prevent  late  fibrotic  complications,  such 
as  bowel  obstruction  from  adhesive  bands.  Al- 
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though  there  are  no  controlled  studies,  their  use 
may  be  beneficial.9 

Summary 

TBP  is  an  uncommon  but  important  cause  of 
ascites,  particularly  in  young  patients  and  alco- 
holics. Diagnosis  usually  requires  a peritoneal  bi- 
opsy demonstrating  caseating  granulomas  or 
AFB.  It  is  a readily  treatable  disorder,  and 
therefore  an  important  one  to  consider  in  the  dif- 
ferential diagnosis  of  ascites.  r s’ 
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Maternal  Death  Due  to  the 

HE  LLP  Syndrome 

MICHAEL  S.  CARDWELL,  M.D. 


Preeclampsia-eclampsia  is  one  of  the  five  lead- 
ing causes  of  maternal  mortality  in  the  United 
States.1  Although  much  is  known  about  its  diag- 
nosis and  treatment,  the  etiology  is  still  to  be 
elucidated.  Severe  preeclampsia  has  been  de- 
scribed as  “another  great  imitator.”2  The  pre- 
sentation may  be  atypical  and  a timely  diagnosis 
may  not  be  made.  The  following  case  describes  a 
maternal  death  due  to  the  HELLP  syndrome 
(hemolysis,  elevated  liver  enzymes  and  low 
platelets),  a severe  variant  of  preeclampsia- 
eclampsia  which  presented  atypically. 

Case  Report 

The  patient  was  a 35-year-old  gravida  4,  para  2,  abortus 
1 white  woman  with  an  EDC  of  Nov.  1,  1986.  Her  previous 
pregnancies  were  unremarkable.  She  has  no  history  of  signif- 
icant medical  illnesses  and  specifically  no  history  of  hyperten- 
sion or  chronic  renal  disease.  For  the  past  two  years  she  had 
intermittent  right  upper  quadrant  pain  thought  to  be  due  to 
mild  gallbladder  dysfunction  which  was  treated  symptomati- 
cally. 

On  Aug.  17.  1986  the  patient  awoke  with  severe  right  up- 
per quadrant  pain  associated  with  nausea.  The  pain  was  sim- 
ilar to  her  other  “gallbladder  attacks.”  but  more  severe.  The 
patient  came  to  the  emergency  department  at  7:35  am  at  a 
gestational  age  by  dates  of  29-3/7  weeks.  Physical  examina- 
tion revealed  a tender  epigastrium  and  right  upper  quadrant 
pain  to  palpation.  There  was  no  jaundice  or  edema:  temper- 
ature was  98°F.  pulse  80/min.  respirations  32/min.  and  blood 
pressure  160/80  mm  Hg.  Hemoglobin  and  hematocrit  were 
15.7  gm/dl  and  46.1%,  WBC  count  14,100/cu  mm  with  34% 
segmented  neutrophils  and  55%  lymphocytes;  platelets  were 
adequate,  and  electrolytes  normal;  amylase  was  128  U/F  and 
the  SGOT  617  U/F.  Urinalysis  was  positive  for  blood,  nega- 
tive for  bilirubin,  and  4+  for  albumin.  The  general  surgery 
consultant  thought  the  clinical  picture  was  atypical  for  cho- 
lecystitis but  ordered  an  ultrasound  of  the  gallbladder.  The 
sonogram  revealed  thickening  of  the  gallbladder  wall  and  a 
solitary  stone.  The  patient  was  transferred  to  the  delivery  suite 
for  further  evaluation,  where  fetal  heart  tones  were  in  the 
110  to  160  range,  and  repeat  blood  work  showed  an  SGOT 
of  5,680  U/F  and  a total  bilirubin  of  4.5  mg/dl  and  direct  1.9 
mg/dl.  The  WBC  count  was  now  27.400/cu  mm  with  53% 
band  forms,  37%  segmented  neutrophils,  and  6%  lympho- 
cytes. The  platelets  appeared  adequate;  the  serum  was  red. 

At  3:00  pm  the  patient  complained  of  epigastric  pain  and 
a headache;  her  blood  pressure  at  3:30  pm  was  148/112  mm 
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Hg,  and  her  headache  was  worse.  The  nurse  was  unable  to 
arouse  the  patient  at  4:30  PM,  and  shortly  thereafter  the  pa- 
tient had  a generalized  seizure.  Her  blood  pressure  postictal 
was  200/100  mm  Hg  and  she  was  unresponsive  to  any  stimuli; 
decerebrate  posturing  was  evident.  Fetal  heart  tones  were  lost 
during  the  seizure  and  intrauterine  fetal  death  was  docu- 
mented with  real  time  ultrasound  at  bedside. 

A neurosurgical  consultant  made  a diagnosis  of  massive 
intracranial  bleeding;  bleeding  was  now  present  from  all  pre- 
vious venipuncture  sites,  and  grossly  bloody  urine  was  flow- 
ing from  the  bladder  catheter.  A CT  scan  of  the  head  re- 
vealed multiple  collections  of  blood  intracranially  and  a 
possible  sagittal  sinus  thrombosis.  The  CT  scan  of  the  abdo- 
men was  consistent  with  a large  clot  in  the  inferior  vena  cava. 
Faboratory  evidence  indicated  disseminated  intravascular 
coagulopathy  (DIC);  platelet  count  was  133,000/cu  mm.  pro- 
thrombin time  23.5  seconds,  partial  thromboplastin  time  81 
seconds,  fibrinogen  34  mg/dl,  and  fibrin  degradation  products 
greater  than  40  mg/F. 

The  patient  was  transferred  to  the  neurosurgical  intensive 
care  unit  and  placed  on  life  support  systems.  Fresh  frozen 
plasma,  platelets  and  blood  were  given  to  correct  the  coagu- 
lopathy, and  evacuation  of  the  uterus  with  vaginal  prosta- 
glandin E2  suppositories  was  initiated  in  order  to  terminate 
the  DIC.  In  spite  of  these  measures,  the  patient's  condition 
deteriorated  and  life  support  was  withdrawn  after  cerebral 
nuclear  How  studies  and  serial  EEGs  demonstrated  no  cere- 
bral function. 

Autopsy  showed  extensive  intrahepatic  hemorrhage  and 
necrosis,  cerebral  edema,  bilateral  pulmonary  atelectasis,  bi- 
lateral pleural  effusions,  and  epicardial  petachiae,  as  well  as 
thrombosis  of  the  sagittal,  transverse  and  sigmoid  sinuses,  a 
left  subdural  hematoma,  and  multiple  cutaneous  ecchvmoses. 

Discussion 

The  HELLP  syndrome,  a severe  variant  of 
preeclampsia-eclampsia,  was  first  reported  as  a 
separate  entity  by  Weinstein  in  1982  from  a se- 
ries of  29  patients  who  had  severe  preeclampsia 
with  hemolysis  (H),  elevated  liver  enzymes  (EL), 
and  low  platelets  (LP).3  Our  patient  had  hemo- 
lysis as  evident  from  the  red  serum  and  bloody 
urine,  elevated  SGOT  and  bilirubin,  reflecting 
massive  hepatocellular  damage,  and  a platelet 
count  of  133,000/cu  mm.  grossly  abnormal  for 
pregnancy.4  Her  initial  blood  pressure  was  slight- 
ly elevated  at  160/80  mm  Hg,  but  she  was  in  pain 
and  apprehensive.  Only  13  of  Weinstein's  29  pa- 
tients had  an  admission  blood  pressure  higher 
than  160/110  mm  Hg.3  Although  hypertension  is 
necessary  to  diagnose  preeclampsia-eclampsia,5  it 
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is  not  found  in  the  HELLP  syndrome  at  its  on- 
set, though  most  patients  will  manifest  an  elevat- 
ed blood  pressure  as  the  disease  progresses. 

Severe  preeclampsia-eclampsia  is  often  misdi- 
agnosed, and  on  initial  examination  our  patient 
was  thought  to  have  gallbladder  dysfunction. 
Goodlin2  reported  a series  of  28  women  with  se- 
vere preeclampsia  who  were  misdiagnosed  ini- 
tially as  having  cholelithiasis,  hepatitis,  epilepsy, 
nephrosis,  and  other  medical  conditions.  Patients 
with  severe  preeclampsia-eclampsia  may  show 
gallbladder  dysfunction,  edema  of  the  gallblad- 
der wall  as  demonstrated  by  ultrasound  having 
been  reported,6  and  acute  liver  disease  and  D1C 
may  result  in  maternal  death.  Killam  and 
associates7  reported  a series  of  five  preeclamptic 
patients  with  acute  liver  disease  and  DIC,  all  of 
whom  survived,  with  reversal  of  their  hepatic 
damage  and  coagulopathy.  One  of  Weinstein's 
patients  died  50  hours  following  admission;  au- 
topsy revealed  ascites,  bilateral  pleural  effusions, 
central  hepatic  necrosis,  and  multiple  petechiae 
of  all  viscera.3 

Conservative  management  of  the  HELLP  syn- 
drome has  been  suggested.  A series  of  27  pa- 
tients fulfilling  the  criteria  for  the  syndrome  were 
conservatively  managed  by  MacKenna  and 
associates*  in  order  to  prolong  the  pregnancy  for 
further  fetal  maturation.  The  mean  gestational 
age  was  33.5  weeks.  Twenty-four  of  the  27  peri- 
nates  survived,  and  there  were  no  maternal 
deaths,  but  the  present  case  raises  serious  con- 


cerns regarding  such  management  of  patients  with 
the  HELLP  syndrome;  Weinstein3  in  his  original 
article  admonishes  the  clinician  that  conservative 
management  may  be  detrimental  to  survival. 
Standard  treatment  for  severe  preeclampsia- 
eclampsia,  with  particular  attention  to  hepatic, 
renal,  and  hematologic  function,  will  minimize 
complications  and  decrease  maternal  mortality. 

Summary  and  Conclusions 

The  HELLP  syndrome  should  be  considered 
in  the  differential  diagnosis  of  all  pregnant  wom- 
en with  atypical  preeclampsia-eclampsia.  Overt 
hypertension  may  not  be  present  initially.  Labo- 
ratory evaluation  of  hepatic  and  coagulation 
functions  is  essential  for  diagnosis  and  manage- 
ment. Maternal  well-being  should  be  considered 
above  all  else.  Conservative  therapy  of  the  pa- 
tient with  HELLP  syndrome  should  be  aban- 
doned. r a 
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Cocaine-Related  Deaths  in 
Memphis  and  Shelby  County 

RICHARD  C.  HARRUFF,  M.D.,  Ph.D.  and  JERRY  T.  FRANCISCO,  M.D. 


Introduction 

Illicit  cocaine  use  in  the  United  States  has  in- 
creased markedly  in  the  recent  few  years,1  and 
as  indicated  by  several  sources,  the  same  applies 
for  Tennessee.  One  measure  of  the  magnitude  of 
cocaine  use  is  the  number  of  deaths  in  which  co- 
caine and/or  its  metabolites  are  detected  in  post- 
mortem blood,  urine,  or  other  samples.  Such 
cases,  which  include  all  manners  of  death,  have 
been  referred  to  as  “cocaine-related  deaths,”2 
regardless  of  whether  or  not  cocaine  was  the  ac- 
tual cause  of  death.  In  this  report,  we  present 
our  experience  with  cocaine-related  deaths  in  the 
Shelby  County  Medical  Examiner's  Office  over  a 
seven-year  period  from  1980  through  the  end  of 
1986,  in  order  to  provide  data  with  which  the 
problem  of  cocaine  abuse  in  Tennessee  may  be 
evaluated  and  discussed. 

Methods  and  Materials 

The  toxicology  records  on  computer  file  at  the 
Shelby  County  Medical  Examiner's  Office  w'ere 
searched  from  1980  through  the  end  of  1986  for 
all  Medical  Examiner  cases  in  which  cocaine  was 
detected  in  the  blood,  urine,  or  any  other  body 
fluid.  The  corresponding  Medical  Examiner  rec- 
ords w'ere  then  reviewed,  and  for  each  cocaine- 
positive case,  age,  race,  sex,  and  manner  and 
cause  of  death  were  tabulated. 

Procedures  for  drug  screening  and  other  toxi- 
cological analyses  were  essentially  constant  over 
this  period,  so  that  differences  in  numbers  of  co- 
caine-related cases  represent  real  phenomena  and 
not  just  artifactual  differences  due  to  improve- 
ments in  techniques  or  case  selection.  Drug 
screening  on  urine  was  performed  by  both  en- 
zyme multiplied  immunoassay  technique  (EMIT), 
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and  organic  solvent  extraction  followed  by  thin- 
layer  chromatography.  Blood  was  screened  by  gas 
chromatography  of  its  organic  solvent  extract. 
Cocaine  identification  wfas  confirmed  by  gas 
chromatography/mass  spectrometry,  and  cocaine 
concentrations  in  samples  w'ere  quantitated  by  gas 
chromatography  using  an  internal  standard. 

Results 

The  yearly  totals  for  cocaine-related  fatalities 
in  Memphis  and  Shelby  County  are  shown  in  Ta- 
ble 1 for  each  category  of  manner  of  death.  Ac- 
cidental deaths  included  those  resulting  from 
traffic  accident  injuries  (nine)  and  from  drug  ov- 
erdose (eight).  The  other  accidental  deaths  in- 
cluded one  each  of  subdural  hemorrhage  related 
to  a previous  fall,  electrocution  at  a worksite, 
acute  ethanolism.  housefire  death,  and  hyperth- 
ermia that  was  partly  environmental,  with  co- 
caine contributing  to  the  loss  of  body  tempera- 
ture control. 

Accidental  deaths  from  overdose  of  cocaine 
alone  accounted  for  six  of  the  eight  drug  over- 
dose fatalities.  In  the  other  two  overdose  cases, 
cocaine  was  present  in  combination  with  other 
drugs.  In  one,  tripelennamine  and  pentazocine 


TABLE  1 

YEARLY  TOTALS  OF  COCAINE-RELATED  DEATHS 
BY  MANNER  OF  DEATH 


Year 

Accident 

Homicide 

Suicide 

Natural 

Total 

1980 

2 

0 

0 

0 

2 

1981 

0 

0 

1 

0 

1 

1982 

0 

3 

0 

1 

4 

1983 

2 

1 

1 

1 

5 

1984 

2 

3 

1 

1 

7 

1985 

3 

8 

4 

0 

15 

1986 

13 

30 

3 

4 

50 

TOTAL 

22 

45 

10 

7 

84 
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were  present,  and  in  the  other,  heroin  (mor- 
phine) was  detected.  The  blood  concentrations 
in  the  cocaine-only  accidental  overdose  deaths 
ranged  from  0 to  208  mg/L.  The  zero  concentra- 
tion was  in  a 35-year-old  white  man  who  also  had 
a fatty  liver,  a vitreous  humor  cocaine  concentra- 
tion of  1.1  mg/L,  and  cocaine  metabolites  in  the 
blood.  The  extremely  high  level  of  cocaine  was 
found  in  a 26-year-old  white  man  who  passed  out 
with  his  head  in  a garbage  bag  full  of  cocaine, 
aspirating  a large  amount  of  the  material  before 
he  died. 

Of  the  ten  suicide  deaths,  eight  were  by  fire- 
arms, and  the  other  two  were  by  overdose  of 
drugs.  One  was  by  injection  of  cocaine  alone,  and 
the  other  was  by  consumption  of  several  drugs, 
primarily  diphenhydramine  and  methaqualone. 

Six  of  the  seven  natural  deaths  were  due  to 
atherosclerotic  and/or  hypertensive  cardiovascu- 
lar disease;  subjects  ranged  in  age  from  34  to  52 
years.  The  seventh  was  a 24-year-old  white  wom- 
an who  died  in  status  asthmaticus. 

Homicides  represented  the  largest  category  of 
manner  of  death  (54%  of  total  deaths).  All  but 
four  of  these  resulted  from  firearms;  two  were 
killed  by  stab  wounds,  and  two  by  beating. 

The  distribution  of  cases  by  age  and  race  is 
shown  in  Table  2.  In  addition  to  these  data,  the 
sex  distribution  was  73  men  and  11  women.  Also, 
of  the  45  cases  of  homicide,  40  were  black  and  5 
were  white. 

Discussion 

These  statistics  from  the  Shelby  County  Med- 
ical Examiner’s  Office  demonstrate  the  dramatic 
increase  in  cocaine-related  fatalities  in  the  Mem- 
phis area  over  the  last  six  years,  and  especially 
within  the  last  two  years.  This  situation  is  similar 
to  that  occurring  all  over  the  United  States,  al- 
though the  accelerated  increase  in  Tennessee  has 
lagged  somewhat  in  time  behind  the  same  type 
of  increase  reported  in  the  coastal  cities. 

All  manners  of  death  have  shown  a several- 
fold increase,  and  in  each  category,  cocaine 
caused  or  contributed  to  death  in  different  ways. 
In  most  overdose  deaths  in  which  only  cocaine 
was  present,  it  was  apparent  that  cocaine  directly 
caused  death.  For  the  one  case  in  this  category 
that  had  a negative  blood  level,  the  interpreta- 
tion of  the  toxicology  findings  was  less  straight- 
forward. In  general,  because  of  the  postmortem 
activity  of  blood  esterases,  blood  concentrations 
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determined  after  death  are  often  unexpectedly 
low.  For  this  reason,  the  vitreous  humor  concen- 
tration more  accurately  reflects  the  actual  blood 
level  at  the  time  of  death,  but  even  this  deter- 
mination is  low  when  death  occurs  suddenly,  be- 
fore the  vitreous  humor  equilibrates  with  the 
blood.  Therefore,  it  is  best  to  recognize  that  there 
is  no  “lethal”  level  of  cocaine;  death  may  occur 
at  any  blood  concentration,  and  the  determina- 
tion of  cause  of  death  must  be  based  to  a large 
extent  on  the  circumstances  surrounding  the 
death.3 

In  deaths  due  to  traffic  accident  injuries,  the 
contribution  of  cocaine  was  not  clear.  It  is  likely 
that  cocaine  intoxication  could  encourage  risk- 
taking and  interfere  with  judgment,  but  in  half 
of  the  traffic  deaths  reported  here,  ethyl  alcohol 
was  also  present  in  the  blood  in  levels  above  100 
mg/dl,  thus  obscuring  any  assessment  of  co- 
caine’s effects. 

On  the  other  hand,  cocaine’s  effects  certainly 
may  have  contributed  to  the  suicide  deaths.  The 
severe  depression  associated  with  cocaine  abuse 
could  have  triggered  a self-destructive  action  that 
otherwise  never  would  have  happened.  Loss  of 
self-esteem  and  financial  difficulties  due  to  drug 
use  may  have  been  additional  factors.4 

A growing  body  of  evidence  indicates  that 
prolonged  cocaine  use  may  contribute  to  or  ac- 
tually cause  myocardial  ischemia  and  infarction.5 
Our  group  of  cardiovascular  deaths,  which  were 
all  premature,  possibly  includes  cases  of  cocaine- 
induced  ischemia,  but  further  studies  would  be 
required  to  allow  more  than  speculation  regard- 
ing the  role  of  cocaine  in  them. 

Homicides  constituted  the  greatest  proportion 
of  cases,  as  well  as  the  category  showing  the  most 
rapid  increase.  Initial  evaluation  of  the  cases  with 
this  manner  of  death  indicates  that  quite  fre- 


TABLE  2 

COCAINE-RELATED  DEATHS  BY  AGE  AND  RACE 


Age 

Black 

White 

Total 

20-24 

6 

6 

12 

25-29 

14 

8 

22 

30-34 

19 

6 

25 

35-39 

6 

6 

12 

40-44 

5 

3 

8 

45-49 

3 

1 

4 

50-Up 

0 

1 

1 

TOTAL 

53 

31 

84 
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quently  dealings  or  disputes  over  cocaine  precip- 
itated the  situation  that  led  to  the  victim's  death. 
In  other  instances,  the  effects  of  cocaine  could 
explain  aggressive  and  irrational  behavior  which 
resulted  in  lethal  actions  for  self-defense.  Over- 
all, this  category  of  deaths  provokes  major  con- 
cern, partly  because  the  marked  increase  in  co- 
caine-related homicides  in  1986  coincides  with  the 
all-time  record  number  of  total  homicides  per 
year  in  Memphis.  Moreover,  our  data,  which  in- 
dicate the  drug  status  of  the  victims  but  not  the 
perpetrators  of  homicide,  obviously  do  not  re- 
flect the  full  contribution  of  cocaine  to  violent 
crime. 

Regarding  the  age  distribution  of  cocaine-re- 
lated deaths,  most  of  the  deaths  were  in  the  age 
range  of  25  to  34  years,  an  age  distribution  that 
may  change  in  the  future  as  usage  of  the  drug 
becomes  more  prevalent  in  the  younger  age 
groups.  Also,  it  is  possible  that  there  will  be  an 
increased  incidence  of  cardiovascular  deaths 
caused  by  prolonged  cocaine  abuse  in  younger 
populations,  but  it  is  likely  that  few  of  these  will 
be  recognized  as  such. 

The  overall  racial  distribution  of  the  deaths  is 
predominantly  black,  with  a black/white  ratio  of 
53/31,  although  if  the  homicides  are  subtracted, 
this  ratio  becomes  13/26  for  non-homicide  deaths, 
indicating  that  blacks  using  cocaine  are  more 
likely  to  be  murdered,  while  whites  involved  with 
the  drug  may  die  as  a result  of  an  accident,  which 
may  be  a drug  overdose,  as  a result  of  suicide. 


or  from  an  apparently  natural  “heart  attack” 
promoted  by  cocaine  abuse. 

In  conclusion,  there  is  no  doubt  that  cocaine 
abuse  has  quickly  become  a major  public  health 
and  social  problem.  Cocaine  is  by  no  means  a 
safe  drug,  and  it  does  cause  and  contribute  to 
death  by  a number  of  mechanisms.  It  causes  ov- 
erdose deaths  that  are  unpredictable  with  respect 
to  dosage,  it  leads  to  depression  that  may  precip- 
itate suicide,  and  it  may  increase  the  possibility 
of  a fatal  accident.  Most  alarming  is  the  drug’s 
contribution  to  violent  behavior.  Continuing  and 
future  analyses  of  cocaine-related  homicides  re- 
corded in  this  office  will  provide  a more  accurate 
estimation  of  the  extent  to  which  cocaine  con- 
tributes to  homicide  and  violent  crime,  and  of 
the  mechanisms  by  which  it  does  so.  In  the 
meantime,  public  awareness  of  these  and  similar 
data  should  aid  in  formulation  of  specific  policies 
and  actions  needed  to  counteract  the  growing 
problem  and  to  limit  the  future  numbers  of  co- 
caine-related deaths.  r ^ 
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HELP  FOR  IMPAIRED  PHYSICIANS 


Through  its  Committee  on  Impaired  Physicians,  TMA  helps  doctors  who  are  suffer- 
ing from  alcoholism  and  drug  addiction.  The  thrust  of  the  program  is  rehabilitative, 
not  punitive.  The  Committee  is  composed  of  physicians  who  have  special  expertise 
in  these  areas,  some  from  personal  experience.  Effective  treatment  for  these  illnesses 
is  achieved  most  easily  when  the  disease  is  detected  early  and  family,  friends,  and 
associates  are  urged  to  avoid  misguided  sympathy  which  enables  the  condition  to 
deteriorate. 

HELP  US  TO  HELP 

Call  the  TMA  Impaired  Physician  Program  (615)  327-2711;  outside  Nashville  call 
collect.  Phone  service  available  around  the  clock. 
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Special  Item 


Vanderbilt  Medical  Internship  and  Residency 
Past  and  Present 

LAURENCE  A.  GROSSMAN,  M.D. 


More  than  45  years  have  passed  since  comple- 
tion of  my  medical  internship  at  Vanderbilt  Uni- 
versity Hospital.  The  contrast  between  1941,  its 
date,  and  the  present  program  reflects  changes  in 
medicine,  its  evolution  in  society,  the  aging  pop- 
ulation, and  the  expectations  of  the  young  phy- 
sician. 

Organization 

Vanderbilt’s  medical  internship  and  residency 
programs  began  in  1925  and  were  patterned  al- 
most identically  after  the  residency  training  pro- 
gram of  Dr.  Warren  Longcope’s  medical  service 
at  the  Johns  Hopkins  Hospital.  Prior  to  this,  the 
initial  impetus  and  concept  came  from  Dr.  Wil- 
liam Osier,  Dr.  Longcope’s  immediate  predeces- 
sor. 

There  was  little  if  any  subspecialty  training; 
hematology,  oncology,  infectious  disease,  or  car- 
diology divisions  did  not  exist.  The  therapeutic 
armamentarium  was  limited  to  neoarsphena- 
mine,  bismuth,  quinine,  phenobarbitol,  insulin, 
atropine,  morphine,  codeine,  Lugol’s  solution, 
and  salicylates.  There  were  no  antimicrobials. 
Mechanical  therapy  for  infectious  diseases  was 
employed.  A hot  box  was  used  for  gonococcal 
arthritis,  and  other  forms  of  non-genital  gono- 
coccal disease.  Pneumothorax  and  pneumoperi- 
toneum were  used  for  treating  tuberculosis.  The 
only  subspecialty  clinics  were  the  allergy  clinic, 
the  “L”  (lues)  clinic,  and  the  chest  clinic.  By  far 
the  most  popular  and  best  attended  of  them  all 
was  “L”  clinic,  three  mornings  and  one  evening 
each  week,  the  night  clinic  often  lasting  until 
11:00  pm. 


From  the  Department  of  Medicine,  Vanderbilt  University  School 
of  Medicine,  and  St.  Thomas  Hospital,  Nashville. 

Reprint  requests  to  St.  Thomas  Medical  Group,  4230  Harding 
Road,  Suite  400,  Nashville,  TN  37205  (Dr.  Grossman). 
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Disease  Spectrum 

The  disease  spectrum  was  totally  different  from 
today’s.  Usually,  one-fourth  to  one-third  of  all 
patients  had  bacterial  pneumonia;  each  proved  to 
be  a challenge  to  the  house  officer,  particularly 
the  intern.  The  leukocyte  count  gave  some  indi- 
cation as  to  prognosis — poor  when  counts  were 
high,  worse  when  low.  The  only  treatment  avail- 
able was  type-specific  antiserum.  The  selection 
of  the  appropriate  antiserum  for  pneumonia  due 
to  pneumococci  necessitated  a flurry  of  activity. 
The  throat  was  swabbed,  and  sputum  was  ob- 
tained in  an  endeavor  to  see  if  pneumococci  were 
present,  and  if  they  were,  whether  they  could  be 
typed  directly.  Blood  cultures  were  drawn.  Spu- 
tum and  throat  washings  were  injected  immedi- 
ately into  the  mouse’s  peritoneal  cavity,  a semi- 
selective  culture  medium  for  pneumococci  re- 
quiring only  eight  hours  for  maximum  growth. 
After  typing  the  pneumococcus  and  finding  the 
type  of  specific  antiserum,  the  patient  was  tested 
for  serum  allergy,  and  if  it  was  negative,  anti- 
serum was  administered — always  under  close  ob- 
servation. This  sequence  of  events  required  eight 
to  ten  hours  of  the  intern’s  time!  Despite  such 
efforts,  a mortality  of  20%  to  25%  was  usual. 

Though  tuberculosis  was  rampant,  in  retro- 
spect it  was  what  was  termed  tuberculosis  that 
was  rampant;  there  was  no  knowledge  of  histo- 
plasmosis, avian  mycobacterial  infections,  and  the 
like.  On  one  occasion,  23  of  the  28  patients  on 
the  men’s  medical  floor  were  diagnosed  as  hav- 
ing some  form  of  tuberculosis — pulmonary,  bone, 
joint,  meningeal,  etc.  The  disease  extended  to  the 
housestaff  and  the  student  body.  No  class,  in- 
cluding my  own,  escaped  without  infection. 

Syphilis  was  also  present  in  all  forms — prima- 
ry, secondary,  and  tertiary  disease,  including 
tabes  dorsalis,  paresis,  gumma,  aneurysms,  etc. 
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Throughout  the  entire  period  of  housestaff  train- 
ing, there  was  only  one  patient  with  lupus,  and 
he  was  exhibited  many  times  on  various  attend- 
ing rounds.  Myocardial  infarction  was  uncom- 
mon, but  peptic  ulcers,  often  bleeding,  were  fre- 
quent. Cancer  of  the  lung  and  cancer  of  the 
stomach  were  rare.  Glomerulonephritis  was 
prevalent. 

Housestaff 

The  medical  housestaff  consisted  of  five  in- 
terns, four  assistant  residents,  and  a chief  resi- 
dent— a total  of  ten  (Fig.  1).  In  addition,  ten  ro- 
tating internships  were  offered  at  the  Nashville 
General  Hospital  under  a separate  program. 
When  considering  the  housestaff  size,  one  must 
recall  that  there  was  no  Veterans  Hospital,  and 
no  St.  Thomas  Hospital  housestaff.  All  members 
of  the  housestaff  lived  in  the  hospital.  Interns' 
compensation  consisted  of  room,  board,  uni- 
forms and  laundry,  and  for  assistant  residents  that 
was  increased  $25  per  month. 


In  1946  I was  an  assistant  resident  after  having 
spent  four  years  as  an  army  medical  officer.  There 
were  four  classes  returning  after  periods  of  mili- 
tary service.  No  housestaff  positions  were  avail- 
able. Many  worked  in  the  medical  outpatient  de- 
partment, and  simply  attended  rounds.  For  this 
they  received  credit  for  one  year  of  training.  The 
medical  residency  program  was  devised  as  a pyr- 
amid, with  survival  of  the  fittest  aptly  describing 
the  system.  After  a year  of  assistant  residency, 
one  was  expected  to  spend  the  following  year  in 
pathology.  Only  one  man  progressed  to  the  chief 
residency.  Other  individuals  sought  additional 
training  and  began  to  drift  toward  the  developing 
subspecialties.  Vanderbilt  had  a special  relation- 
ship with  Johns  Hopkins  Hospital.  There  were 
frequent  brief  or  sometimes  longer  rotations  of 
assistant  residents  between  the  two  institutions. 
Many  of  the  department  heads  at  Vanderbilt  were 
Johns  Hopkins  graduates. 

The  program  was  grueling.  You  were  on  call 
24  hours  each  day,  and  it  was  necessary  to  sign 


Figure  1.  (Front  row,  left  to  right)  Drs.  Malcolm  J.  Mann,  Benjamin  P.  Folk,  Jr.,  Rudolph  H.  Kampmeier,  Hugh  Morgan,  John  Youmans,  A. 
McGehee  Harvey,  Frederick  T.  (Josh)  Billings,  Theodore  B.  (Pete)  Steinhausen;  (back  row,  left  to  right)  Drs.  Thomas  A.  Donnell,  Dorothy  M. 
Horstman,  Laurence  A.  Grossman,  Blair  V.  (Val)  Jager,  Joe  H.  Crampton,  Robert  D.  Beech. 


AUGUST,  1987 


479 


out  to  another  house  officer  if  you  left.  Promptly 
on  your  return,  your  responsibilities  resumed.  Of 
the  28  beds  on  each  ward,  26  were  for  staff  pa- 
tients and  under  the  direct  responsibility  of  the 
assistant  resident  physician.  No  malpractice  or 
legal  problems,  no  social  service  support,  and  no 
financial  problems  existed.  The  hospital  was  sup- 
ported by  its  endowment.  Nurses  were  poorly 
paid,  and  interns  were  not  paid  at  all.  There  were 
few,  if  any,  drugs,  and  little  support  equipment 
was  required  or  available.  The  hospital  person- 
nel were  on  the  lowest  financial  pay  level. 
Nevertheless,  their  work  was  superb. 

Marriage  for  the  intern  was  out  of  the  ques- 
tion. One  of  our  group  was  married,  but  he  had 
been  prior  to  enrolling  in  medical  school.  In  mid- 
year an  unusual  event  occurred;  the  announce- 
ment of  the  engagement  and  coming  marriage  of 
one  of  us  appeared  in  the  Nashville  Banner.  Dr. 
Hugh  Morgan,  chairman  of  the  Department  of 
Medicine,  called  the  young  doctor  into  his  office 
and  inquired  about  the  news  item.  The  intern  ex- 
plained to  Dr.  Morgan  that  he  attempted  to  con- 
sult him  prior  to  the  announcement,  but  that  Dr. 
Morgan  had  been  out  of  town,  possibly  related 
to  his  imminent  assignment  as  chief  of  medicine 
for  the  United  States  Army  Medical  Corps  dur- 
ing World  War  11.  After  the  explanation,  Dr. 
Morgan  informed  him  that  he  could  leave  the  day 
after  he  was  married,  and  that  he  entertained  se- 
rious doubts  that  another  worthwhile  medical  in- 
ternship program  would  be  available  anywhere 
in  the  entire  country.  Needless  to  say,  the  mar- 
riage did  not  take  place. 

Internship  duties  involved  total  care  of  the  pa- 
tient. There  were  no  intensive  care  units,  no  he- 
matological laboratory.  If  a blood  sugar  deter- 
mination was  needed  at  night,  the  intern  went  to 
the  blood  chemistry  laboratory  and  carried  out 
the  test.  Sulfanilamide  made  its  appearance  in 
1941;  that  meant  that  a daily  white  count,  hemo- 
globin, differential  count  and  urinalysis  were  re- 
quired, and  you  did  them  unless  the  students  were 
present.  Then,  as  now,  diagnosis  was  challeng- 
ing; knowledge  was  limited,  and  medical  instru- 
ments primitive.  I recall  carrying  out  a consulta- 
tion in  the  emergency  room — a young  woman 
with  severe  abdominal  pain,  and  the  surgical  res- 
ident was  in  doubt  as  to  the  diagnosis,  but  be- 
lieved that  surgery  was  not  indicated.  The  gyne- 
cology resident  had  examined  the  patient,  and 
ruled  out  any  pelvic  pathology.  Finally,  as  the 
medical  resident  on  call,  I noted  that  the  urine 
specimen,  which  had  been  placed  on  the  window 
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sill,  had  turned  a dark  burgundy  in  color.  Sus- 
pecting that  she  had  hematuria  and  possible  ren- 
al disease,  I was  surprised  to  find  no  red  cells  on 
microscopic  study,  and  that  the  urine  did  not 
contain  any  hemoglobin.  Taking  the  specimen  to 
biochemistry  and  using  a Wood  spectrascope,  it 
became  evident  that  the  color  was  due  to  por- 
phyrins. What  a way  to  make  such  a diagnosis! 
Actually,  porphyria  had  recently  been  described, 
but  we  did  not  know  it  at  the  time. 

Procedures  and  tests  were  primitive.  There 
were  only  three  leads  on  an  electrocardiographic 
study.  There  was  one  central  machine,  and  wires 
extended  to  each  ward.  It  was  only  during  my 
residency  that  lead  CF  4 was  added.  Peritoneal 
dialysis  had  just  been  described.  We  had  a pa- 
tient who  had  been  anuric  for  nine  days  after  a 
transfusion.  Osmolality  was  poorly  described,  and 
really  not  known.  There  were  no  bottled  fluids. 
We  spent  all  night  determining  the  electrolyte 
composition  of  the  peritoneal  dialysate,  and  pre- 
paring and  sterilizing  the  fluids,  using  five  gallon 
vats.  Later  a cannula  was  placed  in  both  sides  of 
the  peritoneal  cavity,  one  tube  being  used  for 
fluid  infusion,  the  other  for  fluid  withdrawal.  The 
patient  survived  and  became  entirely  well,  and 
the  case  was  duly  reported.1 

Early  Vanderbilt  History 

Full-time  faculty  totaled  four:  Dr.  Hugh  Mor- 
gan, chairman  of  our  department.  Dr.  Rudolph 
Kampmeier,  Dr.  Edgar  Jones,  and  Dr.  A. 
McGehee  Harvey.  There  were  five  others  of  the 
clinical  faculty  who  shared  the  brunt  of  teaching 
housestaff  and  students:  Dr.  Clarence  Thomas, 
Dr.  Albert  Weinstein,  Dr.  David  Strayhorn,  Dr. 
Hollis  Johnson,  and  Dr.  Sam  Riven.  Dr.  Tinsley 
Harrison  and  Dr.  John  Youmans  had  just  de- 
parted, and  their  absence  was  notable.  Physical 
findings  were  stressed,  demonstrated  at  length, 
and  minutely  documented.  Very  few  other  diag- 
nostic aids  were  available.  Dr.  Morgan  was  the 
master  physician.  His  examination  notes  were 
thorough  and  detailed  every  physical  finding, 
commenting  both  on  the  patient’s  personality  and 
his  response  to  his  illness.  His  Christ-like  appear- 
ance was  accompanied  by  an  empathy  never 
equaled  in  my  experience.  While  not  an  out- 
standing speaker,  his  lectures  were  nevertheless 
superb  in  content.  No  one  ever  made  physical 
diagnosis  more  attractive  and  more  explicit  than 
Dr.  Rudy  Kampmeier.  He  was  admired  by  all 
the  housestaff  and  student  body.  Dr.  Edgar 
(Bunny)  Jones  was  always  available  for  hematol- 
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ogy  advice,  and  clinical  pathological  consulta- 
tion. Dr.  McGehee  Harvey  seemed  interested  in 
neurological  research,  and  spent  little,  if  any,  time 
with  students  or  residents. 

The  high  point  of  each  week  was  the  clinical 
pathological  conference.  The  pathologist  was 
either  Dr.  Ernest  Goodpasture  or  Dr.  James 
(“Lean  Dog”)  Dawson,  and  each  managed  to  find 
the  most  bizarre  and  unusual  cases — scenarios 
that  make  the  current  presentations  in  the  New 
England  Journal  of  Medicine  seem  simple.  Dr. 
Tinsley  Harrison  always  gave  an  animated  dis- 
cussion. His  monkey-like  pacing  in  the  front  of 
the  amphitheater  is  still  imprinted  on  my  memo- 
ry. On  one  occasion  Dr.  Harrison  and  Dr.  Wil- 
liam Dock  jointly  conducted  the  CPC.  Dr.  Dock 
had  just  returned  from  debating  with  Harry 
Bridges  in  San  Francisco.  Mr.  Bridges  was  at  that 
time  head  of  the  longshoreman’s  union.  No  thea- 
ter offered  better  drama  or  more  entertainment 
than  this  program.  It  is  strange  how  the  passage 
of  time  alters  one's  concept  of  a physician.  As  a 
student,  I saw  Dr.  Harrison  as  having  all  the  right 
answers;  each  step  was  physiologically  explained 
and  dynamically  expressed.  In  contrast.  Dr. 
Morgan's  approach  seemed  less  impressive,  even 
rather  dull  at  times.  Later,  returning  after  a four- 
year  hiatus  of  military  service,  a review  of  the 
patients'  charts  on  subsequent  admission  was  in- 
deed astounding.  Dr.  Morgan  was  invariably  ac- 
curate, and  without  fault  or  error.  Often  Dr. 
Harrison's  spectacular  diagnosis  evaporated  with 
time.  What  a contrast! 

Changes  Following  World  War  II 

World  War  II  changed  the  composition  of  the 
training  program.  Returning  physicians  were  old- 
er; they  were  married,  and  had  children.  With 


the  completion  of  the  Veterans  Administration 
facilities,  the  number  of  available  positions  more 
than  doubled;  subspecialty  programs  officially 
came  into  existence.  The  emphasis  on  the  pa- 
thology rotation  subsided.  The  pyramid  system 
leading  to  a chief  residency  was  modified,  and 
the  importance  of  the  position  downgraded.  Most 
investigative  work  had  been  carried  out  by  clini- 
cians; now,  following  Dr.  Flexner’s  report  and 
recommendation,  a new  breed  of  doctor,  primar- 
ily interested  in  research  and  experimental  med- 
icine, appeared.  Fellowship  programs  developed 
as  medicine  became  more  complex,  and  subspe- 
cialization attracted  a greater  number  of  resi- 
dents. With  the  advent  of  Medicare,  various 
forms  of  government  funding,  HMOs,  PPOs,  and 
other  health  care  patterns  of  reimbursement, 
general  internal  medicine  is  today  becoming  less 
attractive  to  the  physician  in  his  residency  train- 
ing, and  fewer  physicians  elect  this  broad  spe- 
cialty. 

Present  Vanderbilt  Training 

Today’s  intern  earns  at  least  $15,000  per  year, 
and  the  salaries  of  residents  and  fellows  range 
from  $20,000  to  $30,000  per  annum.  House  offi- 
cers are  often  married,  and  have  families.  Though 
time  commitments  continue  to  be  great,  they  have 
lessened.  Interns  and  residents  are  bright,  hard- 
working, and  more  attractive;  each  year  they  are 
better  rounded  and  educated.  To  most,  medicine 
still  offers  the  enchantment,  the  excitement,  the 
thrill  of  the  unknown,  and  the  reward  of  patient 
appreciation.  r N 
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The  Tennessee  Medical  Associatio: 
approves  the  same  collection 
program  recommended  by 
medical  associations  in 
44  other  states. 

I.C.  System 

Why  these  votes  of  confidence? 


I.C.  System  is  endorsed  as  a responsible  alternative  for  physicians  who  need 
help  keeping  their  receivables  under  control.  All  collection  practices  are  legal, 
ethical  and  professional.  The  objective  is  to  collect  without  harming  the 
doctor  patient  relationship.  That’s  important. 

In  these  economic  times  you  need  a collection  program  you  can  turn  to  in 
confidence.  Consider  I.C.  System.  Write  or  phone  for  information.  The 
system  is  endorsed  by  your  association.  The  System  Works! 


The  System 
Works  ^5*^ 

W 


LC.  SYSTEM,  INC. 

P.O.  Box  64639 
St.  Paul,  MN  55164-0639 
WATS  800  328-9595 
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Trauma  Rounds 


Isolated  Blunt  Disruption  of  the 
Common  Bile  Duct 

EUGENE  C.  MANGIANTE,  M.D.;  LYTLE  BROWN,  M.D.;  and 
TIMOTHY  C.  FABIAN,  M.D. 


Introduction 

Disruption  of  the  extrahepatic  biliary  tree  by 
blunt  trauma  is  usually  associated  with  massive, 
complex,  and  often  fatal  injury  to  the  right  upper 
quadrant.  This  uncommon  entity  is  most  fre- 
quently detected  during  abdominal  exploration 
after  control  of  injuries  requiring  more  urgent  at- 
tention. Such  isolated  injury  almost  uniformly 
escapes  early  diagnosis  and  remains  masked  until 
obstructive  jaundice  follows  stricture  formation. 
The  following  case  exemplifies  the  meager  early 
findings,  and  outlines  a rational  plan  for  surgical 
repair. 

Case  Report 

A 38-year-old  white  woman  entered  the  emergency  room 
with  abdominal  pain  and  distension  30  hours  after  being  in- 
volved in  a motor  vehicle  accident.  The  blood  pressure  was 
140/80  mm  Hg,  pulse  rate  120/min,  and  temperature  38.2°C. 
and  there  was  diffuse  abdominal  tenderness  and  guarding, 
without  bowel  sounds.  The  hematocrit  was  38%,  WBC  count 
10,600/cu  mm.  and  serum  and  urine  amylase  254  and  1.240 
units,  respectively.  The  patient  was  taken  to  the  operating 
room  with  a diagnosis  of  pancreatic  injury.  At  operation.  500 
ml  of  blood-tinged  and  bilious  fluid  was  noted  in  the  abdom- 
inal cavity  with  bile  staining  in  the  paraduodenal  area.  A 2- 
cm  longitudinal  tear  was  noted  in  the  lateral,  distal  portion 
of  a normal  sized  common  bile  duct.  The  remainder  of  the 
intra-abdominal  and  retroperitoneal  structures  were  normal. 
Primary  repair  was  performed  with  6-0  interrupted  polypro- 
pylene sutures  and  a T-tube  placed  through  a separate  prox- 
imal choledochotomy.  The  patient  was  discharged  12  days  after 
surgery;  she  inadvertently  dislodged  her  T-tube  one  week  la- 
ter, and  six  months  after  injury  she  was  asymptomatic. 

Discussion 

A total  of  94  cases  of  isolated  extrahepatic  bil- 
iary ductal  injuries  have  been  reported.17  In  re- 
cent years  they  are  almost  uniformly  the  result  of 
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motor  vehicle  accidents.  Although  still  very  un- 
common, blunt  ductal  injury  occurs  more  fre- 
quently in  association  with  injury  to  the  pancre- 
as, duodenum,  liver,  and  adjacent  vasculature. 
The  distal  common  bile  duct  at  the  superior  pan- 
creatic border  is  the  most  frequent  site  of  blunt 
injury,  followed  by  the  common  hepatic  duct.  The 
degree  of  injury  ranges  from  complete  transec- 
tion to  contusion  with  resultant  ischemic  stricture 
formation. 

Several  theories  of  ductal  injury  have  been 
proposed.  Compression  between  the  abdominal 
wall  and  the  vertebral  column,8  although  possi- 
ble, would  seem  unlikely  to  injure  only  the  bile 
duct.  It  has  been  suggested  that  a sudden  in- 
crease in  intraluminal  pressure  from  gallbladder 
compression  might  lead  to  ductal  rupture.9  One 
quite  plausible  theory  suggests  the  application  of 
blunt  force  to  the  abdominal  wall  with  sudden, 
rapid  superior  displacement  of  the  liver.10  Addi- 
tionally, traction  on  the  biliary  tree  as  a result  of 
hepatic  displacement  may  explain  why  the  most 
common  site  of  injury  is  at  the  superior  border 
of  the  pancreas,  a point  where  the  duct  is  rela- 
tively fixed.11 

Isolated  injury  may  cause  only  minimal  early 
abdominal  symptomatology  because  of  the  initial 
retroperitoneal  containment  of  sterile  bile.  Even 
w'ith  intraperitoneal  bile,  a peritoneal  response 
may  still  not  be  elicited  without  concurrent  bac- 
terial contamination.  Unless  physical  examina- 
tion. peritoneal  lavage,  or  computerized  tomog- 
raphy disclose  concurrent  intra-abdominal 
injuries,  the  diagnosis  of  bile  duct  injury  is  sel- 
dom initially  suspected.  Several  reports3-81213  have 
described  an  early  clinical  pattern  following  blunt 
abdominal  trauma  in  isolated  injury  of  the  bile 
duct.  There  may  be  initial  mild  hypotension. 
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Peritoneal  lavage  will  not  reveal  hemoperito- 
neum  without  associated  injuries,  and  essentially 
all  symptomatology  resolves  over  the  next  24 
hours.  The  ensuing  one  to  ten  days  are  charac- 
terized by  abdominal  discomfort  and/or  disten- 
sion, anorexia,  nausea,  vomiting,  or  jaundice. 
Hyperbilirubinemia  and  leukocytosis  may  devel- 
op, and  the  triad  of  jaundice,  biliary  ascites,  and 
a recent  history  of  blunt  abdominal  trauma  is  di- 
agnostic of  injury  of  the  bile  duct. 

Surgical  management  is  dependent  upon  both 
the  location  and  extent  of  injury.  If  there  is  not 
a segmental  loss  of  extrahepatic  duct,  or  retrac- 
tion of  the  duct  distal  to  the  injury  into  the  pan- 
creas, the  lesion  is  often  amenable  to  simple  re- 
pair.2 A monofilament  synthetic  suture  may  be 
used,  and  interrupted  sutures  appear  superior  in 
the  prevention  of  luminal  compromise.  Most  au- 
thors have  advocated  placement  of  a choledo- 
chostomy  tube  through  a separate  choledocho- 
tomy.12 

Injuries  not  conducive  to  primary  repair  can 
be  treated  by  either  Roux-en-Y  choledochojeju- 
nostomy  or  choledochoduodenostomy.  Those 
cases  managed  by  primary  repair  or  choledocho- 
enteric  anastomosis  should  generally  have  a stent 
because  of  the  diameter  of  the  common  duct. 
Attempts  to  identify  a duct  which  has  retracted 
into  the  pancreas,  or  a duodenotomy  with  retro- 
grade identification,  are  unwarranted  and  often 
convert  a single  simple  injury  into  a more  com- 
plex one.14  Closed  external  drainage  is  adequate 
for  the  retracted  distal  duct.  Cholecystojejunos- 
tomy  can  be  performed  rapidly  and  should  be 
considered  in  patients  with  other  serious  injuries. 
If  this  fails,  a significant  amount  of  native  duct  is 
available  for  secondary  reconstruction.  Long-term 


follow-up  is  important  in  the  management  of  the 
patients.  Stricture  formation  will  be  heralded  by 
jaundice  and  abnormal  liver  function  tests.24  Al- 
though most  strictures  clinically  manifest  them- 
selves early,  some  do  not  occur  for  years;  there- 
fore, these  patients  should  be  followed  for  life. 

The  occurrence  of  a blunt  disruption  of  the 
extrahepatic  biliary  tree  is  not  only  rare,  but  the 
preoperative  diagnosis  is  seldom  made  in  the 
acute  phase.  The  isolated  ductal  injury  usually 
manifests  itself  as  obstructive  jaundice  due  to 
stricture  formation  days  to  weeks  after  the  initial 
injury.  Repair  must  be  based  upon  the  location 
and  the  extent  of  injury.  Long-term  follow-up  is 
essential  due  to  the  frequency  of  postoperative 
strictures.  r A 
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Health  and  Environment  Report 


Indoor  Radon 

JACKIE  WAYNICK 


With  all  the  news  stories  about  radon,  it  is 
likely  that  physicians  will  be  receiving  questions 
about  it.  Radon  is  colorless,  odorless,  and  taste- 
less radioactive  gas  produced  in  the  decay  of  ura- 
nium, which  is  present  in  varying  amounts  in  soil 
and  rocks  throughout  the  country.  Since  it  is 
readily  diluted  in  outdoor  air,  radon  is  dangerous 
only  when  it  becomes  trapped  in  confined  places, 
such  as  inside  buildings.  In  recent  years,  scien- 
tists have  discovered  that  if  the  soil  under  a 
building  contains  decaying  uranium,  radon  can 
accumulate  in  the  structure  in  amounts  depend- 
ing upon  the  uranium  content  and  porosity  of  the 
soil,  the  type  of  construction  of  the  building,  and 
meteorological  conditions. 

Radon  is  an  inert  gas  with  a half-life  of  3.8 
days,  but  when  it  decays  it  produces  a series  of 
short-lived  (half-life  less  than  30  minutes),  radio- 
active products  called  radon  progeny  or  daugh- 
ters. If  inhaled,  these  radon  daughters  may  be- 
come trapped  in  the  lungs  where  they  undergo 
further  decay  and  can  damage  lung  tissue. 

The  only  known  health  effect  associated  with 
exposure  to  radon  is  an  increased  risk  of  lung 
cancer;  it  has  been  estimated  that  5,000  to  20,000 
lung  cancer  deaths  each  year  in  the  United  States 
may  be  attributed  to  radon,1  which  would  repre- 
sent 4%  to  15%  of  the  total  lung  cancer  deaths 
each  year.  In  addition,  scientific  evidence  indi- 
cates that  smoking  can  increase  the  risk. 

Radon  enters  buildings  by  percolating  through 
the  soil  and  rock  and  then  seeping  through  dirt 
floors,  cracks  in  concrete  floors  and  walls,  floor 
drains,  sumps,  joints,  and  tiny  cracks  or  pores  in 
hollow-block  walls.2  Radon  can  also  enter  water 
within  private  wells  and  be  released  into  the  air 
inside  a building  when  the  water  is  used,2  though 
this  is  not  believed  to  be  a problem  in  Tennes- 
see. 

From  the  Division  of  Air  Pollution  Control,  Tennessee  Depart- 
ment of  Health  and  Environment,  Nashville. 


In  order  to  determine  the  level  of  radon  in  a 
building,  the  air  must  be  tested  with  proper 
equipment.  The  two  most  popular  commercially 
available  home  radon  detectors  are  the  charcoal 
canister  and  the  alpha  track  detector,  both  of 
which  are  exposed  to  air  in  the  home  for  a spec- 
ified period  and  then  sent  to  a laboratory  for 
analysis.  The  charcoal  canister  can  be  purchased 
for  $12  to  $25  and  requires  an  exposure  of  three 
to  seven  days;  the  alpha  track  detector  costs  from 
$20  to  $50  and  can  be  used  to  collect  a sample 
over  a period  of  two  weeks  to  several  months. 
Other  techniques  for  measuring  radon  are  more 
expensive  and  require  trained  personnel.  Results 
from  devices  that  measure  radon  decay  products 
are  reported  as  “working  levels”  (WL),  and  re- 
sults from  devices  that  measure  concentrations  of 
radon  gas  are  reported  as  “picocuries  per  liter” 
(pCi/L). 

The  Tennessee  Division  of  Air  Pollution  Con- 
trol of  the  Department  of  Health  and  Environ- 
ment can  provide  homeowners  interested  in 
making  radon  measurements  with  a list  of  labo- 
ratories and  businesses  who  have  demonstrated 
their  capabilities  in  measuring  indoor  radon  to 
the  Environmental  Protection  Agency. 

To  evaluate  a home  for  radon,  one  generally 
starts  by  making  a short-term  screening  measure- 
ment to  get  an  idea  of  the  highest  level  in  the 
home.  This  measurement  should  be  made  in  the 
lowest  living  area  of  the  home.  All  windows  and 
doors  should  be  closed  for  at  least  12  hours  prior 
to  the  start  of  the  test  and  kept  closed  as  much 
as  possible  throughout  the  testing  period  to  keep 
the  radon  level  relatively  constant. 

Generally,  the  screening  measurement  alone 
will  not  provide  a reliable  average,  but  rather 
serves  to  indicate  the  potential  for  a radon  prob- 
lem. If  the  screening  measurement  is  less  than 
4.0  pCi/L  additional  testing  is  probably  not  indi- 
cated. However,  if  a screening  measurement  is 
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greater  than  4.0  pCi/L  it  is  advisable  to  follow- 
up with  a detection  device  designed  to  sample 
the  air  over  a longer  period,  which  should  pro- 
vide an  idea  of  the  average  concentration 
throughout  the  house. 

An  individual’s  actual  risk  depends  upon  the 
time  of  exposure  to  a particular  concentration. 
One  way  to  think  about  the  risk  associated  with 
radon  exposure  is  to  compare  it  with  the  risk  from 
other  activities.  For  instance,  if  an  individual 
spends  75%  of  each  day  throughout  his  lifetime 
in  a dwelling  which  had  an  average  radon  con- 
centration of  3.0  pCi/L,  his  risk  of  developing 
lung  cancer  would  be  comparable  to  the  risk  of 
receiving  200  chest  x-rays  per  year.  The  same 
length  of  exposure  to  an  average  concentration 
of  15.0  pCi/L  would  be  comparable  to  the  risk  of 
smoking  one  pack  of  cigarettes  a day.  Other  fac- 
tors, in  addition  to  smoking,  may  further  in- 
crease the  risk. 

Some  actions  that  one  might  take  to  immedi- 
ately reduce  the  risk  from  radon  include  stopping 


smoking  in  the  home,  spending  less  time  in  areas 
with  the  higher  concentrations  of  radon,  and 
opening  windows  and  using  fans  whenever  prac- 
tical to  provide  flow-through  ventilation.  If  the 
house  has  a crawl  space,  the  crawl-space  vents 
should  be  kept  open  all  year.1 

While  these  actions  will  help  reduce  an  indi- 
vidual’s risk  from  radon,  they  do  not  offer  a long- 
term solution.  More  information  about  perma- 
nent measures  to  solve  radon  problems  and  those 
caused  by  other  common  indoor  air  pollutants 
such  as  formaldehyde,  pesticides,  asbestos,  and 
biologicals  may  be  obtained  from  the  Tennessee 
Division  of  Air  Pollution  Control,  4th  Floor,  Old 
Customs  House,  701  Broadway,  Nashville,  TN 
37219-5403,  telephone  (615)  741-3931.  / T7 
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Loss  Prevention  Case  of  the  Month 


Too  Good  To  Be  True! 


J.  KELLEY  AVERY,  M.D. 


Case  Report 

A 67-year-old  woman  was  admitted  to  a community  hos- 
pital from  her  physician's  office  with  a history  of  generalized 
abdominal  pain  for  24  hours  and  nausea  with  vomiting  for 
12-hour  duration;  the  patient  denied  any  prior  trauma  or  un- 
usual dietary  intake,  though  she  did  give  a history  of  two 
previous  episodes  of  transient  upper  abdominal  pain  during 
the  past  month,  occurring  within  30  minutes  after  a meal  and 
accompanied  by  some  belching  and  a sensation  of  fullness. 
The  pain  was  nonradiating  and  subsided  spontaneously  after 
30  to  45  minutes. 

The  present  illness  began  15  to  20  minutes  after  a normal 
meal,  and  persisted,  becoming  gradually  more  intense.  There 
had  been  some  colicy  symptoms  following  onset  and  four 
loose,  watery  stools  during  the  first  eight  hours  of  the  present 
attack.  The  patient  stated,  “My  stomach  feels  like  it  will 
burst.” 

Past  history  was  unremarkable;  she  reported  no  previous 
surgery. 

The  patient’s  attending  physician  was  a board-eligible 
general  surgeon  who  had  seen  her  in  his  office  with  the  sec- 
ond of  her  transient  attacks,  but  at  that  time  the  pain  was 
subsiding  and  the  examination  revealed  no  reason  to  further 
evaluate  the  patient. 

The  physical  examination  done  at  the  visit  prior  to  hos- 
pitalization revealed  a temperature  of  99°F,  blood  pressure 
160/70  mm  Hg,  pulse  88/min,  respiratory  rate  14/min.  The 
positive  findings  were  limited  to  the  abdomen,  which  was 
generally  tender  with  minimal  splinting  but  no  rebound  tend- 
erness or  localization.  Bowel  sounds  were  present  and  ques- 
tionably hypoactive,  and  though  there  was  possibly  some  dis- 
tension, the  patient  was  moderately  obese  and  this  was  difficult 
to  evaluate. 

After  admission  the  WBC  count  was  9,000/cu  mm  with 
normal  differential.  Blood  chemistries  were  within  normal 
limits  including  glucose,  creatinine,  and  electrolytes.  KUB 
showed  some  large  and  small  bowel  gas  but  no  definite  dis- 
tension, and  the  radiologist  who  reported  on  the  film  the 
morning  after  admission  gave  “ileus”  as  his  impression.  The 
patient  was  ordered  NPO  and  intravenous  fluids  (D  5-NS)  at 
125  cc/hr  were  begun. 

The  morning  after  admission.  Saturday,  the  surgeon  made 
rounds  and  found  the  patient  about  the  same,  having  passed 
scant  flatus,  but  no  stools.  Her  abdomen  was  essentially  un- 
changed but  did  appear  more  distended.  An  NG  tube  was 
passed  and  about  250  cc  of  bile-stained,  guaiac-negative,  ma- 
terial was  obtained.  IV  fluids  were  continued  and  a repeat 
KUB.  CBC,  urinalysis,  and  electrolytes  were  ordered  for  the 
morning.  The  patient  was  not  seen  by  her  attending  physician 


Dr.  Avery  is  chairman  of  the  Loss  Prevention  Committee,  State 
Volunteer  Mutual  Insurance  Company,  Brentwood,  and  medical  di- 
rector for  Ambulatory/Outpatient  Services,  St.  Thomas  Hospital. 
Nashville. 


the  rest  of  that  day,  during  which  her  pain  gradually  became 
worse,  some  vomiting  occurred  around  the  NG  tube,  and  the 
temperature  rose  to  101°F. 

The  attending  physician  found  his  patient  on  Sunday 
morning  feeling  worse,  having  more  pain  and  definitely  more 
distended.  The  KUB  was  read  by  the  attending  physician  as 
“essentially  unchanged”  from  the  admission  file;  the  radiol- 
ogist was  not  called.  The  WBC  count  was  1 1.000/cu  mm  with 
20%  bands  forms.  The  serum  sodium  was  130  mEq/L,  but 
the  potassium  was  2.8  mEq/L.  The  abdomen  was  more  tend- 
er, and  there  was  some  rebound  tenderness  and  guarding  in 
the  right  lower  quadrant;  bowel  sounds  were  not  heard. 

The  patient  was  taken  to  surgery  with  the  suspicion  of  a 
ruptured  appendix.  On  entering  the  abdomen  the  surgeon 
found  a large  amount  of  serosanguinous  fluid  with  a foul  odor, 
and  exploration  revealed  a massive  infection  of  the  small  bowel 
with  multiple  perforations.  Resection  and  anastomosis  was 
accomplished,  but,  despite  massive  antibiotic  therapy  and  ag- 
gressive support,  the  patient  died  on  the  third  postoperative 
day. 

A lawsuit  was  filed  charging  negligent  delay  of  diagnosis 
as  the  cause  of  death. 

Loss  Prevention  Comments 

As  the  case  developed,  the  defendant  physi- 
cian had  several  problems.  He  saw  his  patient 
only  once  during  the  first  36  hours  of  her  hospi- 
tal stay.  On  careful  reevaluation  of  the  x-rays, 
some  calcification  could  be  seen  in  the  upper  ab- 
dominal aorta,  which  might  have  alerted  him  to 
the  possibility  of  ischemic  bowel  disease,  but  de- 
spite the  seriousness  of  the  situation,  expert  tes- 
timony was  available  to  demonstrate  that  the 
physician  performed  within  an  acceptable  stand- 
ard of  care,  and  that,  even  with  the  most  aggres- 
sive efforts  of  diagnosis  and  treatment,  chances 
of  recovery  were  almost  nonexistent. 

The  defendant  did  well  with  this  deposition 
despite  a vigorous  and  lengthy  examination  by 
the  plaintiff  attorney,  and  the  case  looked  ex- 
tremely good  for  him.  The  plaintiff  attorney  be- 
came suspicious  that  things  might  not  be  as  they 
appeared,  however,  and  thought  that  the  office 
records  were  “too  good  to  be  true."  Under  oath, 
the  defendant’s  nurse  testified  that  about  ten  days 
after  the  lawsuit  was  filed,  she  was  asked  to  bring 
the  patient’s  office  records  into  the  physician's 
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office  and  together  they  altered  the  records  by 
rewriting  each  entry;  they  then  destroyed  the 
original  medical  record.  Although  the  defendant 
testified  that  the  alterations  were  made  to  more 
clearly  indicate  what  really  happened,  his  credi- 
bility was  lost,  a large  settlement  was  paid  and 
the  surgeon's  professional  liability  was  not  re- 
newed. 

MORAL:  Don't  Alter  Files  After  a Lawsuit 
Has  Been  Filed,  Even  To  Correct  an  Obvious  Er- 
ror! It  is  much  easier  to  defend  mistakes  than  to 
try  to  restore  credibility.  r ^ 
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James  T.  Galyon 


Catastrophic  Health  Coverage 

Your  TMA  recently  sent  a group  of  physicians  to  Washington  to  meet 
with  our  congressional  delegation.  While  there  we  learned  that  some  cata- 
strophic health  care  bill  would  almost  certainly  be  passed  by  Congress  this 
year.  The  major  uncertainties  appear  to  be  in  the  final  form  of  the  bill  that 
will  be  passed. 

It  is  hard  for  us  as  a group  of  compassionate,  caring  physicians  to  be 
against  a proposal  to  protect  the  elderly  from  an  economic  disaster — the  loss 
of  all  of  their  resources  late  in  life  without  the  realistic  opportunity  to  re- 
cover from  this  blow.  We  do  view  this  legislative  activity  with  some  degree 
of  caution  and  even  distrust.  Catastrophic  coverage  has  long  been  feared  as 
the  nose  of  the  camel  in  the  tent.  This  could  readily  be  expanded  to  a na- 
tional health  insurance  plan  by  lowering  the  threshold  of  the  entrance  into 
the  program  or.  by  allowing  inflation  to  do  this  for  Congress,  by  maintaining 
the  same  threshold  year  after  year  in  the  face  of  an  annual  inflation. 

The  current  legislation  appears  to  pose  only  some  of  these  threats.  The 
legislation  expected  to  pass  this  year  would  apply  only  to  Medicare  benefi- 
ciaries, initially.  This  new  insurance  would  be  voluntary  and  would  require 
additional  monthly  premiums  of  approximately  $6,  or  $72  a year.  There 
would  be  a cap  on  the  out-of-pocket  Medicare  covered  expenses,  and  this 
could  range  from  $1,700  to  $2,000  annually.  This  bill  is  supposed  to  be 
budget-negative,  i.e.,  neither  costing  the  federal  budget  anything  nor  raising 
any  new  revenue.  There  may  be  taxes  on  the  Medicare  benefits  received  by 
some,  based  on  a formula  related  to  income. 

Other  amendments  or  proposals  are  being  mentioned  in  Washington. 
These  include  extending  the  coverage  to  other  than  Medicare  beneficiaries 
and  to  include  drug  expenses  in  this  bill.  The  cost  of  this  latter  proposal  is 
unknown,  but  it  is  expected  to  have  a major  fiscal  impact  on  the  bill. 

Dr.  Otis  Bowen,  Secretary  of  the  Department  of  Health  and  Human 
Services,  has  long  been  a proponent  of  this  type  of  legislation,  and  now  the 
President  is  backing  this  bill  if  it  can  be  made  budget-negative. 

Our  best  role  in  this  activity  is  to  carefully  watch  the  legislative  procedure 
and  to  actively  advise  Congress  and  the  administration.  We  want  this  bill 
limited  to  those  already  insured  by  the  federal  government,  i.e..  Medicare 
and  Medicaid  recipients.  There  is  little  need  for  the  government  to  get  fur- 
ther into  the  insurance  business.  It  is  my  impression  our  lobbyists  in  Wash- 
ington are  carrying  out  just  this  oversight  activity. 
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Med  Ed — 

Yorn,  Mine,  His’n,  an’  Her’n 

The  degradation  of  the  once  almighty  Yankee 
dollar  is  nowhere  more  apparent  than  in  the  cost 
of  a medical  education.  Perhaps  the  $400  tuition 
my  father  paid  to  send  me  to  Vanderbilt  was  as 
costly  to  him  in  terms  of  real  dollars  as  today’s 
tuition  is  to  its  victims,  but  it  long  since  passed  a 
factor  of  10 — in  fact,  when  my  son  matriculated 
there  nearly  20  years  ago — and  it  has  nearly  tri- 


pled since  that  time.  The  dollar  has  fallen  in 
grace,  to  be  sure,  but  not  that  much. 

In  addition,  while  I was  at  Vanderbilt,  tuition 
at  the  University  of  Tennessee  Medical  Units  in 
Memphis  was  negligible,  most  of  the  cost  being 
borne  by  the  taxpayers.  Not  anymore.  Tuition  at 
tax-supported  institutions  today  is  substantial, 
even  for  state  residents.  For  non-residents  it  is 
often  comparable  to  that  of  privately  funded 
schools.  Why  the  change? 

Inflation  has  hit  the  medical  schools  as  it  has 
everything  else,  but  the  increases,  particularly  in 
the  last  few  years,  have  been  vastly  dispropor- 
tionate, despite  substantial  subsidization  of  the 
students’  education  by  the  institutions.  It  is  just 
that  the  same  factors  affecting  health  care  gen- 
erally have  been  having  their  impact  on  medical 
education;  foremost  among  them  is  increasing 
sophistication  of  procedures  and  techniques  that 
simply  cost  more  to  do  for  the  patient  and  dem- 
onstrate to  the  student.  Technologic  advances 
have  also  spilled  over  into  the  classroom  and  the 
teaching  process  as  well.  Not  insignificant  either 
is  the  cost  of  just  attending  to  the  ponderous  bu- 
reaucratically generated  paperwork,  which  con- 
sumes a progressively  greater  proportion  of  the 
institution’s  time,  energy,  and  funds. 

The  other  day  I received  a letter  of  thanks 
from  the  Dean  of  Vanderbilt’s  School  of  Medi- 
cine for  support  during  the  past  year,  in  which 
he  detailed  some  of  the  institution’s  achieve- 
ments over  the  past  year,  including  the  addition 
in  the  past  five  years  of  120  new  faculty  mem- 
bers, recruitment  of  1 1 new  department  chair- 
men (including  some  of  new  departments),  and 
initiation  of  50  new  programs.  He  pointed  out 
that  he  views  this  spending  as  an  investment  in 
the  future  rather  than  money  spent  never  to  be 
seen  again.  So  do  I. 

My  late  friend  and  mentor,  John  L.  Shapiro, 
M.D.,  once  told  me  that  he  could  not  imagine  a 
doctor’s  not  making  medical  education  his  major 
charity.  1 know  for  a fact  that  he  gave  of  himself 
unstintingly  to  that  end,  and  I feel  certain  that 
he  did  the  same  with  his  worldly  goods.  The 
presence  at  the  recent  annual  dinner  of  the  Can- 
by  Robinson  Society,  Vanderbilt  Medical  School’s 
major  support  group,  of  so  many  of  his  former 
students  and  colleagues,  among  them  many 
members  of  the  Vanderbilt  faculty,  attested  to 
the  success  with  which  he  and  others  of  like  mind 
passed  along  their  enthusiasm  for  this  philan- 
thropic aspect  of  medical  education. 

The  philosophy  of  the  current  federal  admin- 
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istration  is  to  involve  the  federal  government  in 
medical  education  as  little  as  possible.  I have  no 
quarrel  with  that,  as  I am  a states  rights  man  my- 
self, and  believe  that  to  be  a responsibility  of  the 
states.  Nevertheless,  the  whole  cost  of  a superior 
medical  education  these  days  is  a burden  too  great 
for  even  the  combined  tuition  and  tax  funds.  The 
needs  of  our  public  institutions  are  not  dissimilar 
to  those  of  the  privately  funded  ones,  since  each 
has  vast  requirements  over  and  above  its  basic 
sources. 

An  individual's  educational  institution  is  not 
called  alma  mater  for  nothing;  it  is  our  cherished 
mother,  the  place  where  we  were  nurtured  in. 
among  others,  things  medical.  As  with  one’s  nat- 
ural mother,  she  has  a lifetime  claim  upon  our 
resources  commensurate  with  her  needs  and  our 
abilities.  However  much  we  may  attend  to  those 
claims,  considering  the  debt  we  owe,  they  are 
never  met. 

In  the  oath  that  bears  his  name,  Hippocrates 
addressed  the  responsibility  of  the  student  to- 
ward his  teachers.  It  is  easy  to  say  that,  Oh,  well, 
in  his  day  the  teacher  was  the  school;  things  are 
different  now.  The  school  is  just  a mass  of  bricks 
and  mortar.  Wrong.  The  mass  of  bricks  and  mor- 
tar is  just  where  the  school  hangs  its  collective 
hat.  The  school  is  people.  Our  obligation  did  not 
cease  when  we  received  our  degree  of  Doctor  of 
Medicine.  In  fact,  it  just  began. 

Your  gift  to  your  medical  school  is  a lot  more 
than  the  fulfillment  of  an  obligation,  however. 
Your  practice  remains  strong  only  so  long  as 
medicine  remains  strong,  and  medicine's  strength 
is  tied  irrevocably  and  inextricably  to  the  health 
of  our  medical  schools.  Your  gift,  as  Dean  John 
Chapman  opined,  is  also  an  investment  in  the  fu- 
ture. But  the  future  you  are  investing  in  is  not 
just  your  medical  school’s,  or  even  medicine's.  It 
is  also  your  own. 

Though  quoted  out  of  context,  to  be  sure,  a 
new  context  I give  unto  you:  “A  word  to  the  wise 
is  sufficient.”  “Go  Thou  and  do  likewise.”  “A 
penny  saved  is  a penny  earned.”  “The  life  you 
save  could  be  your  own.” 

J.B.T. 


On  Epidemics 

Back  in  the  days  before  it  was  considered  ap- 
propriate, or  even  proper,  for  women  to  be  no- 


ticed outside  the  context  of  the  family,  women 
found  ways  of  circumventing  convention  and  in- 
sinuating themselves  into  the  world  of  men.  In 
his  play  Lysistrata,  Aristophanes  made  it  clear 
some  millenia  ago  that  women  have  always  held 
the  upper  hand  in  running  the  world,  male  su- 
premacy being  only  in  the  eyes  of  the  male  be- 
holder, but  I am  speaking  of  the  outside  world. 
One  of  those  ways  was  simply  to  assume,  for 
whatever  purpose,  a masculine  name.  One  au- 
thor that  comes  to  mind  is  George  Eliot.  There 
were  others. 

To  while  away  her  lonely,  often  tormented 
days  on  her  farm  in  Africa,  the  Baroness  Blixen 
wrote  her  immensely  popular  Seven  Gothic  Tales, 
published  in  1934  under  the  pen  name  Isak  Di- 
nesen.  When  at  the  spinsterish  age  of  28  Karen 
Dinesen  married  her  cousin  Bror  Blixen.  he  gave 
her  two  wedding  gifts:  he  made  her  a baroness, 
and  he  took  her  to  Africa.  He  also  gave  her 
syphilis.  Her  marvelous  autobiographical  Out  of 
Africa , the  account  of  her  Africa  years — 1914  to 
1931 — smoothes  over  the  anguish  of  her  broken 
marriage  and  the  torments  of  the  tabes  dorsalis 
she  acquired  and  lived  with  until  she  died  in  1962 
at  the  age  of  77. 

Whether  syphilis  was  a present  of  the  Indians 
to  the  European  invaders  of  this  hemisphere,  or 
vice  versa,  is  unclear,  there  being  evidence  to 
support  either  view.  With  typical  Western  chau- 
vinism the  former  has  until  recently  been  as- 
sumed, but  perhaps  incorrectly.  In  any  case,  the 
conquest  of  the  new  world  and  the  conquest  of 
the  Conquistadores  coincided,  and  syphilis  be- 
came the  bane  of  Europe  in  the  16th  and  17th 
centuries,  being  known  to  the  English  as  the 
“French  disease,”  to  the  French  as  the  “Italian 
disease,”  and  to  the  Italians  as  the  “Spanish  dis- 
ease.” Though  it  quieted  down  some  after  that, 
whether  due  to  attenuation  of  the  microorganism 
or  to  adaptation  by  the  human  organism,  or  both, 
it  is  still  with  us.  It  is  still  with  us  despite  penicil- 
lin, to  which  the  organism  is  extremely  sensitive, 
and  despite  the  efforts  of  Surgeon-General 
Thomas  Parran  to  bring  it  out  of  the  backrooms 
and  the  gutter  into  the  clinics  and  drawing  rooms 
with  his  ultra-shocking  book  Why  Don't  We 
Stamp  Out  Syphilis?,  in  which  that  word  actually 
appeared  in  respectable  non-medical  bookstores 
for  all  to  see.  The  year  was  1938,  the  year  I was 
graduated  from  high  school. 

It  is  hard  to  hide  syphilis  from  its  victim.  Early 
in  the  game  a chancre  shows  up  somewhere 
(though  in  women  and  male  homosexuals  it  may 
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be  out  of  sight).  Soon  it  becomes  hard  to  hide 
from  anyone  unless  the  patient  can  be  convincing 
as  a case  of  measles.  Dr.  Parran  set  in  motion  a 
massive  case-finding  effort  in  which  contacts  were 
sought  out  and  treated;  serologic  studies  were 
done  on  every  hospital  admission  and  were  re- 
quired for  marriage  licenses.  Though  treatment 
at  that  time  was  tedious  and  uncomfortable,  ar- 
senic and  bismuth  did  work  most  of  the  time,  and 
it  was  only  a few  years  until  penicillin  seemed  on 
the  verge  of  actually  accomplishing  what  Dr. 
Parran  had  initiated. 

There  are  similarities  between  the  plague  of 
syphilis  as  it  occurred  in  16th  century  Europe, 
and  our  present  sexually  transmitted  plague,  but 
there  are  even  greater  differences.  Skin  manifes- 
tations were  universal  and  severe,  so  that  syphilis 
could  not  be  hidden.  Human  immunodeficiency 
virus  (HIV)  infection  is  only  serologically  appar- 
ent, sometimes  for  years  and  perhaps  even  some- 
times forever.  Syphilis  was  transmissible  by  any 
sort  of  contact,  whereas  HIV  infection  is  limited 
to  sexual  contact  and  inoculation  with  infected 
blood.  The  differences  are  even  greater  between 
HIV  infection  and  syphilis  as  it  exists  today. 
Syphilis  is  now  generally  a minor  disease  except 
as  it  might  affect  offspring,  or  in  case  it  should 
go  undiscovered;  in  such  a situation  even,  most 
people  at  some  time  will  receive  serendipitously 
a course  of  antibiotic  therapy  to  which  the  orga- 
nism is  sensitive,  and  be  cured.  We  simply  do 
not  see  the  late  manifestations  of  syphilis  any- 
more. 

HIV,  on  the  other  hand,  is  something  else 
again.  In  the  first  place,  should  it  eventuate  in 
the  acquired  immune  deficiency  syndrome 
(AIDS),  there  is  no  treatment  save  supportive, 
and  thus  far,  certain  death  after  a sometimes 
prolonged  debilitating  illness.  Until  AIDS,  or  at 
least  the  AIDS  related  complex  (ARC)  occurs, 
infection  is  undetectable  except  serologically,  and 
it  is  possible  for  the  disease  to  be  spread  around 
willy-nilly.  This  is  the  argument  for  mandatory 
testing  in  the  way  the  population  was  serologi- 
cally tested  for  syphilis.  There  is,  however,  one 
predominant  difference,  and  that  one  difference 
is  staggering.  In  the  one  case  you  uncover  a 
curable  disease,  and  in  the  other  a likely  death 
sentence. 

The  ethical,  moral,  and  legal  morass  that  all 
this  has  dropped  us  into  is  stupifying,  and  new 
implications  are  continually  appearing.  What  of 
the  individual  who  knows  he  has  AIDS  and  de- 
cides to  take  others  with  him?  Just  to  imagine 
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that  such  a situation  could  possibly  exist  at  all  is 
repugnant,  and  yet  it  has  already  arisen.  And 
what  of  the  young  sexually  promiscuous  boy  who 
has  been  found  HIV  positive?  How  does  society 
protect  itself  from  such  profligacy?  How  do  health 
care  personnel — you  and  I and  our  employees — 
protect  ourselves?  Innocent  victims  are  increas- 
ing in  number  by  the  day,  and  due  to  proliferate 
even  more. 

The  legal  implications  are  complex,  as  well. 
One  might  find  himself  in  legal  jeopardy  by  either 
divulging  or  not  divulging  confidential  informa- 
tion— from  the  patient  if  he  did,  or  from  the  vic- 
tim should  the  patient  pass  his  virus  along.  Is  a 
physician’s  first  duty  to  his  patient  or  to  the  pub- 
lic? And  where  does  the  duty  of  the  public  health 
official  lie?  The  situation  is  comparable  to  that 
faced  by  psychiatrists  who  loose  a once  psychotic 
killer  on  society  as  cured.  One  can  never  know 
when  any  victim’s  anger  at  his  plight  or  the  neu- 
ropsychologic consequences  of  his  disease  will 
require  vengeance,  and  turn  him  on  society. 

Though  much  has  been  said  about  the  loss  to 
society  of  so  many  of  its  most  talented  members 
through  AIDS,  there  is  an  even  greater  loss  to  so- 
ciety generally  in  terms  of  effort  and  resources. 
There  is  a progressively  greater  preoccupation  not 
only  with  the  disease  itself,  but  with  consequences 
such  as  those  I have  described.  There  is  no  mem- 
ber of  society  that  is  not  in  some  way  affected  at 
least  indirectly,  if  only  by  the  sister  syndrome  of 
AFRAIDS,  which,  if  it  makes  us  callous,  insensi- 
tive, fearful,  and  suspicious  will  in  the  long  run  do 
humanity  the  greater  harm,  no  matter  what  the 
outcome  of  the  AIDS  epidemic. 

J.B.T. 


The  House  by  the  Side 
Of  the  Road 

A good  many  years  ago  I sat  in  the  audience 
at  a breakfast  meeting  and  listened  to  a fellow 
physician — an  anesthesiologist,  as  it  turned  out, 
who  pioneered  in  obstetrical  anesthesia — speak 
passionately  of  his  dream  of  immunizing  the  for- 
gotten and  neglected  poor  of  the  forgotten  and 
neglected  corners  of  the  earth  in  the  days  before 
such  things  were  popular  (there  was  as  yet  no 
“Third  World”).  He  would  do  it  with  an  inven- 
tion of  his  that  he  called  the  “peace  gun.”  And 
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he  did,  though  it  is  an  open-ended  task.  It  may 
have  been  even  earlier,  but  I think  perhaps  the 
presentation  I heard  was  made  during  the  small- 
pox epidemic  in  Liberia  in  1962,  which  began  the 
crusade  that  led  ultimately  to  the  eradication  of 
smallpox;  in  a single  day  a single  person  using 
the  peace  gun  inoculated  5,000  individuals,  im- 
possible (or  rather  unapproachable)  by  any  other 
means. 

Dr.  Robert  Hingson  was  making  his  presen- 
tation that  morning  as  the  founder  of  Brother's 
Brother  Foundation,  which  had  taken  upon  itself 
the  task  of  fulfilling  its  founder's  dream.  On  this 
June  30  just  past.  President  Reagan  conferred  on 
Dr.  Hingson  the  1987  International  Service 
Award  for  his  efforts,  this  just  one  among  the 
many  applauded  in  the  accompanying  guest  edi- 
torial by  one  of  his  fellow  anesthesiologists.  By 
publishing  that  communication  in  this  particular 
position,  the  Journal  adds  its  own  congratula- 
tions and  felicitations  to  Dr.  Hingson. 

I am  well  aware  that  other  significant  contri- 
butions to  medicine,  world  health,  and  society  in 
general  have  gone  unrecognized  in  these  col- 
umns. I offer  no  apology,  and  establish  no  prec- 
edent. It  is  enough  that  however  marvelous  the 
achievements  of  others.  Dr.  Hingson's  contribu- 
tion, though  surely  equaled,  remains  in  my  view 
unsurpassed,  and  so  the  Journal  is  content  to  join 
the  President  of  the  United  States  in  saluting  Dr. 
Hingson  as  a friend  to  man. 

J.B.T. 


Guest  Editorial 


ROBERT  A.  HINGSON,  M.D.,  Sc.D.:  Former  Memphis 
Anesthesiologist  Receives  Presidential  Award 

On  June  30  President  Ronald  Reagan  con- 
ferred upon  Dr.  Hingson  the  1987  International 
Service  Award  for  his  contributions  in  medicine. 
Similar  awards  were  given  to  19  other  persons 
for  services  in  other  areas.  The  ceremony  took 
place  at  the  White  House.  Dr.  Hingson  was  hon- 
ored for  his  contributions  in  four  areas  of  en- 
deavor: the  development  and  use  of  the  “peace 


gun"  inoculator  used  for  immunizations  of  more 
than  900  million  persons  around  the  world,  de- 
velopment and  promotion  of  techniques  of  con- 
duction anesthesia  for  obstetrics  in  the  interest  of 
relieving  pain  and  lessening  maternal  and  infant 
mortality,  alleviation  of  suffering  among  earth- 
quake victims  in  Latin  America  in  the  1970s,  and 
distribution  of  corn  seed  to  farmers  in  drought- 
stricken  areas  of  the  South.  Humanitarian  con- 
cerns activated  through  his  aggressive  organiza- 
tional ability  account  for  this  latest  of  many  hon- 
ors bestowed  upon  Dr.  Hingson. 

Dr.  Hingson  was  born  April  13,  1913  at  An- 
niston. Alabama,  graduated  in  medicine  from 
Emory  University  in  1938,  and  completed  post- 
graduate studies  in  anesthesiology  at  the  Mayo 
Clinic  in  1941.  During  his  early  career  he  orga- 
nized the  first  Department  of  Anesthesiology  at 
the  Jefferson  Medical  School  in  Philadelphia,  and 
under  the  critical  surveillance  of  the  American 
Society  of  Obstetrics  and  Gynecology  assisted  in 
the  development  of  the  first  Postgraduate  School 
for  Anesthesiology  and  Obstetrics  in  the  world. 
So  popular  was  his  course  in  obstetrical  anesthe- 
sia at  Philadelphia  from  1942  to  1945  that  a larg- 
er institution  was  sought  in  collaboration  with  the 
Office  of  Surgeon-General  Parran.  That  need  led 
to  his  arrival  in  Memphis  in  1945  where  he  was 
founder-professor  of  anesthesia  at  the  University 
of  Tennessee.  There  he  remained  until  1948. 

The  years  at  the  University  of  Tennessee  and 
its  teaching  facility  at  the  John  Gaston  Hospital 
were  bountiful,  and  the  accomplishments  in 
anesthesiology,  especially  pertaining  to  obstet- 
rics, cogently  relate  to  the  Award.  Here  he  insti- 
tuted techniques  of  conduction  anesthesia  (cau- 
dal, spinal,  epidural)  for  painless  delivery.  The 
overall  objective  was  diminution  of  maternal  and 
infant  mortality,  both  of  which  were  effected. 

The  experiences  at  Philadelphia  and  Memphis 
offered  data  for  writing  and  publishing.  The  text- 
book, Control  of  Pain  in  Childbirth,  by  Lull  and 
Hingson  went  through  three  editions,  1943,  1944 
and  1948.  While  he  was  at  Memphis  the  massive 
volume,  Pitkin's  Conduction  Anesthesia  (1948), 
of  which  he  was  co-author,  was  also  published. 

Another  of  the  bases  for  consideration  of  his 
candidacy  for  the  1987  International  Service 
Award  was  the  development  and  use  of  the 
“peace  gun.”  This  also  related  to  his  three  years 
in  Memphis,  for,  as  Dr.  Hingson  wrote  about  a 
year  ago,  “Significant  is  the  fact  that  700  million 
to  date  periglobally  have  been  injected  with  the 
equipment  first  introduced  into  clinical  medicine 
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at  the  University  of  Tennessee  and  affiliate  hos- 
pitals.” This  jet  technique  of  percutaneous  im- 
munization was  pioneered  globally  in  1962  in 
Liberia,  then  in  the  throes  of  a smallpox  epidem- 
ic. Later  the  procedure  was  employed  by  the 
World  Health  Organization  and  others  to  help 
eradicate  smallpox  internationally.  Dr.  Hingson 
has  told  me  that  the  highest  rate  of  inoculation 
by  one  person  in  a single  day  was  5,000! 

From  Memphis  in  1948  he  went  by  invitation 
to  Johns  Hopkins  to  organize  a Department  of 
Obstetric  Anesthesia.  There  he  remained  until 
1951  when  he  became  founder-professor  of  anes- 
thesia at  Western  Reserve  University  in  Cleve- 
land where  he  remained  until  1968.  There  were 
other  faculty  and  hospital  appointments  in  var- 
ious capacities,  more  books,  chapters  of  books 
and  numerous  articles  pertaining  to  anesthesia 
over  the  years.  As  chairman  of  the  Action  Com- 
mittee of  the  World  Federation  of  Societies  of 
Anesthesiologists  and  president  and  director  of 
Anesthesia  Educational  and  Relief  Foundation  he 
was  extremely  active  in  the  development  of  three 
anesthesia  training  centers  outside  the  United 
States. 

Dr.  Hingson’s  overview  of  human  needs  was 
not  limited  to  those  associated  with  anesthesia. 
In  1958,  while  at  Western  Reserve  University,  he 
organized  and  was  president  and  director  of  the 
Brother’s  Brother,  a non-profit  foundation 
through  which  he  has  functioned  in  his  delivery 
of  welfare  worldwide,  using  volunteer  workers, 
including  physicians.  Brother’s  Brother  is  an  in- 
terfaith, interracial,  and  interdisciplinary  foun- 
dation functioning  from  modest  surroundings  in 
Pittsburgh  at  a very  low  overhead. 

Although  nominally  “retired,”  Hingson  is  still 
active  at  his  home  in  Ocilla,  Georgia.  He  re- 
mains medical  director  of  the  Brother’s  Brother 
Foundation,  in  which  his  son  Luke  now  functions 
as  president.  Dr.  Hingson  is  chairman  of  Rotary’s 
District  692  Polio  Plus  Program,  which  aims  to- 
wards a goal  of  $123  million  to  rid  the  world  of 
polio  by  1995,  and  he  is  also  chairman  of  the 
World  Service  Committee  of  the  Ocilla  Rotary 
Club.  In  his  spare  time  he  becomes  involved  in 
small  tasks  like  planting  100,000  pine  trees  on  his 
farm  in  southern  Georgia. 

Congratulations!  Ad  multos  annos! 

Charles  B.  Pittinger,  M.D. 

Professor  of  Anesthesiology,  Emeritus 
Vanderbilt  University 
School  of  Medicine — Room  3325 
Nashville,  TN  37232 
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Liability  Loss  Prevention 

To  the  Editor: 

I am  in  the  habit  of  reading  the  Loss  Prevention 
Case  of  the  Month  in  the  Journal  regularly  with  inter- 
est (and  some  trepidation)  and  feel  that  I learn  from 
doing  that. 

The  case  report  in  the  May  issue,  “Close  Counts 
Only  in  Horseshoes”  (7  Tenn  Med  Assoc  80:296,  1987), 
concerning  a very  unusual  neurological  problem  dis- 
turbed me  greatly.  First,  I would  like  to  ask  Dr.  Avery 
if  a judgment  was  obtained  in  this  case.  He  did  not 
specifically  state  that  in  the  limited  space  available. 
Secondly,  if  there  was  a judgment,  I would  be  inter- 
ested in  knowing  more  about  the  basis  on  which  the 
jury  or  court  made  such  a decision.  Dr.  Avery’s  com- 
ments seem  to  imply  that,  even  with  very  careful  and 
thorough  diagnostic  steps,  an  error  in  diagnosis  is  suf- 
ficient reason  for  some  settlement  under  the  law. 

That  is  different  from  what  I have  heard  in  the  past 
about  the  law  and  its  interpretation  in  Tennessee.  My 
understanding  is  that  the  law  requires  “the  usual 
standards  of  medical  care”  but  does  not  always  require 
a consultation  in  every  atypical  case.  I do  not  disagree 
with  the  wisdom  of  obtaining  consultation  frequently. 

Perhaps  Dr.  Avery  could  give  us  some  more  infor- 
mation about  the  outcome  of  this  case. 

James  A.  Burdette,  M.D. 

Route  6 

Box  74C 

Lenoir  City,  TN  37771 


Reply 

The  Loss  Prevention  Case  of  the  Month  entitled 
“Close  Counts  Only  in  Horseshoes”  has  produced  some 
responses  that  need  to  be  addressed.  In  the  next  to  the 
last  paragraph  in  the  Loss  Prevention  Notes  section  of 
the  case,  I indicated  that  if  the  physician  had  been 
sensitive  to  his  patient’s  dissatisfaction  with  his  man- 
agement of  the  case,  and  had  he  called  for  a consul- 
tation, that  litigation  could  have  been  avoided.  As  a 
matter  of  fact,  what  I should  have  said  is  that  “litiga- 
tion might  have  been  avoided.”  Dr.  Burdette  is  very 
correct  in  stating  that  the  law  does  not  require  consul- 
tation in  every  atypical  case;  in  fact,  the  law  does  not 
require  consultation  in  any  particular  case.  Dr.  Bur- 
dette is  again  correct  in  stating  that  what  the  law  does 
require  is  that  the  “usual  standards  of  medical  care  are 
met.” 
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The  case  was  presented  to  illustrate  that  even  in  the 
face  of  an  extremely  careful  evaluation,  and  a logical 
conclusion  as  to  diagnosis  and  recommended  treat- 
ment, a catastrophic  outcome,  such  as  paraplegia,  can 
and  does  frequently  result  in  loss  payments  to  the 
plaintiff. 

The  “Cases  of  the  Month”  are  taken  directly  from 
State  Volunteer  Mutual  Insurance  Company  experi- 
ence, though  for  obvious  reasons,  the  facts  of  the  case 
may  be  altered  to  obscure  identification  and/or  to  make 
a given  loss  prevention  point  that  is  believed  to  be 
pertinent  to  the  case  itself. 

Very  frequently  the  defendant  physician  and  his  in- 
surance carrier  find  themselves  in  the  position  where 
medical  reality  as  perceived  by  the  defendant  physi- 
cian and  the  Claims  Review  Committee  of  SVMIC  is 
in  direct  opposition  to  the  legal  reality  as  it  is  viewed 
by  our  own  claims  attorney  at  SVMIC  and  our  doc- 
tor's defense  attorney.  In  these  situations,  we  very  fre- 
quently find  jury  awards  being  made,  and  in  some 
cases,  with  the  consent  of  the  insured,  wre  find  settle- 
ments to  be  necessary. 

Some  neurosurgeons  have  written  us  questioning 
some  of  the  medical  facts  as  presented  in  the  case. 
Most  of  the  questions  are  legitimate,  and  the  conclu- 
sions might  well  have  had  some  bearing  on  the  case 
itself,  but  again,  for  obvious  reasons,  to  protect  the 
physician  and  patient  confidentiality,  we  cannot  be 
more  specific  in  these  case  presentations. 

J.  Kelley  Avery,  M.D. 

Chairman,  Loss  Prevention  Committee 
State  Volunteer  Mutual  Insurance  Co. 
P.O.  Box  380 
Nashville,  TN  37202 


Jonathan  J.  Armstrong,  Sr.,  age  93.  Died  June  II, 
1987.  Graduate  of  Tulane  University  School  of  Medi- 
cine. Member  of  Chattanooga-Hamilton  County  Med- 
ical Society. 

James  O.  Hale,  age  71.  Died  June  6,  1987.  Graduate 
of  Vanderbilt  University  School  of  Medicine.  Member 
of  Washington-Unicoi-Johnson  County  Medical  Asso- 
ciation. 

J.  Frank  Manning,  age  81.  Died  May  22,  1987.  Grad- 
uate of  Emory  University  School  of  Medicine.  Mem- 
ber of  Blount  County  Medical  Society. 

J.  Ray  Smith,  age  69.  Died  May  22,  1987.  Graduate 
of  University  of  Tennessee  College  of  Medicine. 
Member  of  Henry  County  Medical  Society. 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Thirty-nine  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during 
May  1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Robert  B.  Adkins,  M.D.,  Nashville 
Jeanne  F.  Ballinger,  M.D.,  Nashville 
Jack  M.  Batson,  M.D.,  Nashville 
Richard  T.  Beeler,  M.D.,  Nashville 
Duane  C.  Budd,  M.D.,  Johnson  City 
Thomas  V.  Clayton,  M.D.,  Johnson  City 
Lawrence  L.  Cohen,  M.D.,  Memphis 
Laura  L.  Dunbar,  M.D. , Nashville 
John  C.  Frist,  Jr.,  M.D.,  Nashville 
Waverly  S.  Green,  Jr.,  M.D.,  Bristol 
Radwan  F.  Haykal,  M.D. , Memphis 
Laurence  W.  Jones,  M.D.,  Union  City 
Wayne  Y.  Kim,  M.D.,  Chattanooga 
James  C.  Lett,  M.D.,  Erin 
William  H.  Marsh,  M.D.,  Chattanooga 
Gailen  D.  Marshall,  M.D.,  Memphis 
Joe  M.  Miller,  M.D.,  Nashville 
Hays  Mitchell , M.D.,  Cleveland 
Shamin  Moinuddin,  M.D.,  Memphis 
Richard  A.  Orland  M.D. , Nashville 
P.  E.  Orpet,  Jr.,  M.D.,  Memphis 
Ward  C.  Parsons,  III,  M.D.,  Memphis 
Stewart  N.  Perlman,  M.D.,  Nashville 
John  B.  Plonk,  M.D.,  Madison 
Edward  M.  Reaves,  M.D.,  Memphis 
William  H.  Roberts,  M.D.,  Jackson 
John  C.  Ry lands,  M.D.,  Knoxville 
Jon  R.  Simons.  M.D.,  Knoxville 
Homer  L.  Staley,  M.D.,  Lawrenceburg 
Radford  C.  Stewart,  III,  M.D.,  Nashville 
Jack  C.  Stripling,  M.D.,  Lexington 
Steven  M.  Tate,  M.D.,  Nashville 
Steven  M.  Thomas,  M.D.,  Chattanooga 
John  V.  Webb,  M.D.,  Maryville 
Alvin  J.  Weber,  III,  M.D.,  Memphis 
Robert  B.  Whittle,  M.D.,  Knoxville 
Ronald  K.  Wibking,  M.D.,  Clarksville 
James  H.  Williams,  M.D.,  Milan 
George  A.  Youngberg,  M.D., 

Johnson  City 
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new  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

Howard  A.  Brown , M.D.,  Chattanooga 
Gary  E.  Mills,  M.D.,  Chattanooga 
Jane  L.  Rohrer,  M.D.,  Chattanooga 

CONSOLIDATED  MEDICAL  ASSEMBLY 
OF  WEST  TENNESSEE 

Claude  S.  Bridges,  M.D.,  Trenton 
David  L.  Garey,  M.D.,  Jackson 
Renee  Harless,  M.D.,  Jackson 

MONTGOMERY  COUNTY  MEDICAL  SOCIETY 

Edwin  C.  Glassell,  M.D.,  Clarksville 

NASHVILLE  ACADEMY  OF  MEDICINE 

Paul  B.  Batalden,  M.D.,  Nashville 
Ernest  Andrew  Bell,  Jr.,  M.D.,  Madison 
Edward  Neal  Brin,  M.D.,  Nashville 
Michael  Donahue  Decker,  M.D.,  Nashville 
Lewis  B.  Lefkowitz,  M.D.,  Nashville 
Paula  S.  Nunn,  M.D.,  Nashville 
Kenneth  Lewis  Sears,  M.D.,  Nashville 
William  Alfred  Shell,  Jr.,  M.D.,  Nashville 
Richard  S.  Stein,  M.D.,  Nashville 
Thomas  Philip  Toomey,  M.D.,  Nashville 

(Students) 

Mark  Allen  Dosmann,  Nashville 
Alex  H.  Kim,  Nashville 

NORTHWEST  TENNESSEE  ACADEMY 
OF  MEDICINE 

Stevens  D.  Melton,  M.D.,  Dyersburg 

WASHINGTON-UNICOI- JOHNSON  COUNTY 
MEDICAL  ASSOCIATION 

Terry  C.  Borel,  M.D.,  Johnson  City 

WILLIAMSON  COUNTY  MEDICAL  SOCIETY 

Kenneth  Brenton  Dodge,  M.D.,  Franklin 
Michael  D.  Langford,  M.D.,  Franklin 


announcement/ 


CALENDAR  OF  MEETINGS 


Sept.  9-12 

Sept.  12 
Sept.  14-17 

Sept.  14-19 


NATIONAL 

American  Society  for  Surgery  of  the  Hand — 
Convention  Center.  San  Antonio,  Tex. 
American  Rhinologic  Society — Las  Vegas 
American  Academy  of  Family  Physicians — 
Fairmont,  San  Francisco 
American  Electroencephalographic  Soci- 


Sept.  16-19 
Sept.  18-19 
Sept.  19-23 
Sept.  22-24 
Oct.  6-9 
Oct.  7-10 
Oct.  8-9 

Oct.  8-10 


Oct.  8-11 
Oct.  9-12 

Oct.  10-13 

Oct.  10-14 
Oct.  11-16 
Oct.  12-14 
Oct.  15-18 

Oct.  15-18 

Oct.  18-21 

Oct.  18-22 

Oct.  18-22 
Oct.  18-23 

Oct.  19-23 
Oct.  20-25 

Oct.  21-25 
Oct.  22-24 
Oct.  23-29 
Oct.  25-28 
Oct.  25-28 
Oct.  25-30 
Oct.  26-28 
Oct.  26-30 
Oct.  27-Nov.  1 


ety — Adam’s  Mark  Hotel,  St.  Louis 
American  Thyroid  Association — J.  W.  Mar- 
riott, Washington,  D.C. 

American  College  of  Nuclear  Medicine — 
Shoreham  Hotel,  Washington,  D.C. 
American  Academy  of  Otolaryngology-Head 
and  Neck  Surgery — Chicago 
American  Paraplegia  Society — Riviera  Ho- 
tel, Las  Vegas 

American  Institute  of  Ultrasound  in  Medi- 
cine— Sheraton,  New  Orleans 
American  School  Health  Association — Hyatt 
Regency,  Indianapolis 
Chicago  Lung  Conference  on  Asthma 
(sponsored  by  Chicago  Lung  Association  and 
Chicago  Thoracic  Society) — Chicago 
International  Conference  on  Drug  Research 
and  Immunologic  and  Infectious  Disease, 
Antifungal  Drugs:  Synthesis,  Preclinical  and 
Clinical  Evaluation  (sponsored  by  NY  Acad 
Sci) — Garden  City  Hotel,  New  York 
Central  Neuropsychiatric  Association — 
Holiday  Inn  at  Union  Station,  Indianapolis 
Scientific  Conference  of  the  International 
Federation  of  Psychoanalytic  Societies — New 
York 

International  Symposium  on  Calcium  An- 
tagonists: Pharmacology  and  Clinical  Re- 
search (sponsored  by  NY  Acad  Sci) — New 
York 

American  Society  of  Anesthesiologists — 
Atlanta 

American  College  of  Surgeons — San  Fran- 
cisco Hilton 

Society  for  Medical  Decision  Making — 
Sheraton  Society  Hill  Hotel,  Philadelphia 
American  Association  of  Electromyography 
and  Electrodiagnosis — Hyatt  Regency,  San 
Antonio,  Tex. 

American  Society  of  Internal  Medicine — 
J.  W.  Marriott,  Washington,  D.C. 

American  Neurological  Association — Hil- 
ton & Towers,  San  Francisco 
American  Public  Health  Association — New 
Orleans 

International  Health  Society — New  Orleans 
American  Academy  of  Physical  Medicine  and 
Rehabilitation — Marriott  World  Center, 
Orlando,  Fla. 

American  Academy  of  Occupational  Medi- 
cine— Hyatt  Regency,  San  Francisco 
American  Academy  of  Neurological  and 
Orthopaedic  Surgeons — Alexis  Park  Resort 
Hotel,  Las  Vegas 

American  Academy  of  Child  Psychiatry — 
Sheraton,  Washington,  D.C. 

Child  Neurology  Society — Vacation  Village, 
San  Diego 

American  Society  for  Therapeutic  Radiolo- 
gy and  Oncology — Sheraton,  Boston 
American  Association  for  the  Study  of  Liver 
Disease — Marriott,  Chicago 
Medical  Group  Management  Association — 
Sheraton,  Washington,  D.C. 

Congress  on  Neurological  Surgeons — Con- 
vention Center,  Baltimore 
American  College  of  Gastroenterology — 
Fairmont  Hotel,  Dallas 
American  College  of  Chest  Physicians — 
Marriott,  Atlanta 

American  Medical  Women’s  Association — 
Buena  Vista  Palace,  Orlando,  Fla. 
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Knowledge  and  Attitudes  of  Memphis 
Parochial  School  Adolescents  About  the 
Acquired  Immune  Deficiency  Syndrome 


TANJA  K.  KONETZNY;  ANNA  H.  KONETZNY;  and  LINDA  L.  PIFER,  Ph.D. 


Introduction 

In  the  absence  of  a vaccine  against  human  im- 
munodeficiency virus  (HIV),  the  etiologic  agent 
of  the  acquired  immune  deficiency  syndrome 
(AIDS),  or  even  the  immediate  likelihood  of  de- 
veloping such  a vaccine,  education  may  prove  to 
be  the  first  and  most  important  line  of  defense 
against  spread  of  the  disease  in  persons  of  all 
ages.  The  recommendation  of  Surgeon  General 
Koop  urging  immediate  AIDS  education  of  youth 
has  been  widely  publicized.1 

With  the  exception  of  those  with  concerns  that 
such  educational  efforts  will  encourage  sexual 
experimentation  and/or  promiscuity,  reaction  to 
the  educational  approach  has  been  positive.  In 
view  of  the  morbidity  and  absolute  mortality  of 
AIDS,  it  is  critical  that  all  means  be  employed 
to  protect  youth  against  this  modern  plague.  At 
present,  education  appears  to  offer  the  best  so- 
lution. 


From  the  Departments  of  Pediatrics  and  Clinical  Laboratory  Sci- 
ences, University  of  Tennessee  College  of  Medicine,  Memphis. 

Reprint  requests  to  Department  of  Pediatrics,  University  of  Ten- 
nessee College  of  Medicine,  956  Court.  Room  F-210,  Memphis.  TN 
38163  (Dr.  Pifer). 


Without  some  overall  concept  of  the  level  of 
accurate  knowledge  possessed  by  adolescents 
concerning  AIDS,  however,  it  is  impossible  to 
plan  appropriate  educational  programs.  The  ex- 
tent of  naivety  and  erroneous  information  about 
AIDS  among  adolescents  must  first  be  assessed 
to  ensure  the  effectiveness  of  any  proposed  edu- 
cational efforts.  It  is  for  that  purpose  that  we  un- 
dertook the  present  study. 

Methods 

One  hundred  seventh  and  eighth  grade  stu- 
dents of  both  sexes  (median  age,  13.5  years)  were 
anonymously  interviewed  by  means  of  printed, 
self-administered  questionnaires  concerning  their 
factual  knowledge,  attitudes,  and  beliefs  about 
AIDS.  The  questionnaire  was  essentially  the  same 
as  one  recently  employed  in  a study  of  adoles- 
cents in  the  high  AIDS-risk  Bay  Area  of  San 
Francisco.2 

The  survey  was  conducted  during  a one-week 
period  in  urban  Memphis  in  January  1987  among 
students  enrolled  at  St.  Louis  Catholic  School,  a 
private  parochial  school  in  Memphis.  Aside  from 
a high  proportion  of  students  belonging  to  the 
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Roman  Catholic  faith,  the  students  completing 
the  questionnaire  represented  an  ethnic  and  eco- 
nomic cross-section  of  the  community. 

Results 

The  responses  made  to  each  statement  on  the 
questionnaire  designed  to  test  the  students’ 
knowledge  about  AIDS  are  given  in  Table  1. 

Twenty  percent  of  the  students  interviewed 
were  not  aware  that  AIDS  is  “a  medical  condi- 
tion in  which  the  body  cannot  fight  off  diseases,” 
and  38%  were  unaware  that  AIDS  is  caused  by 
a virus.  Seventeen  percent  believed  that  AIDS  is 
transmissible  by  kissing,  and  7%  to  10%  be- 
lieved that  “just  being  around”  someone  with 
AIDS  was  sufficient  to  transmit  the  disease. 
Fourteen  percent  did  not  believe  or  did  not  know 
that  “anybody  can  get  AIDS.”  Twenty-one  per- 
cent were  misinformed,  or  at  best  were  uncer- 


tain, about  the  facts  concerning  food  as  a poten- 
tial source  of  AIDS. 

Concerning  the  possible  relationship  between 
venereal  diseases  and  AIDS,  68%  either  be- 
lieved that  AIDS  and  sexually  transmitted  dis- 
eases were  “caused  by  the  same  virus”  or  were 
uncertain  as  to  the  correct  response.  Sixty-three 
percent  were  wrong  or  unclear  about  knowledge 
concerning  the  cause  of  AIDS. 

With  regard  to  the  mortality  of  AIDS,  91%  to 
95%  correctly  perceived  AIDS  as  a deadly  dis- 
ease, but  35%  did  not  realize  that  “there  is  no 
cure  for  AIDS”  and  that  to  date,  “AIDS  (can- 
not) be  cured  if  treated  early.”  Regarding  pre- 
vention, only  20%  knew  that  there  is  at  present 
no  vaccine  for  AIDS,  and  10%  thought  that  “ex- 
ercising regularly”  would  be  beneficial  in  avoid- 
ing AIDS. 

The  highest  percentage  of  accurate  scores  was 
achieved,  in  descending  order  of  accuracy,  on 
questions  22,  21,  23,  17,  19,  and  18,  all  of  which 


TABLE  1 

SUBJECT  RESPONSES  FOR  KNOWLEDGE  STATEMENTS 


Statement  Percent 


True 

False 

Don’t  Know 

1.  AIDS  is  a medical  condition  in  which  your  body  cannot  fight  off  diseases. 

80 

2 

18 

2.  AIDS  is  caused  by  a virus. 

62 

23 

15 

3.  AIDS  is  a condition  you  are  born  with. 

9 

79 

12 

4.  Stress  causes  AIDS. 

1 

85 

14 

5.  If  you  kiss  someone  with  AIDS,  you  will  get  the  disease. 

17 

55 

28 

6.  If  you  touch  someone  with  AIDS,  you  can  get  AIDS. 

10 

81 

9 

7.  All  gay  men  have  AIDS. 

4 

89 

7 

8.  What  you  eat  can  give  you  AIDS. 

7 

79 

14 

9.  Anybody  can  get  AIDS. 

86 

5 

9 

10.  AIDS  can  be  cured. 

9 

42 

49 

1 1 . Women  are  more  likely  to  get  AIDS  during  their  period. 

12.  AIDS  can  be  spread  by  using  someone’s  personal  belongings  like  a comb  or 

4 

7 

89 

hairbrush. 

12 

74 

14 

13.  AIDS  is  not  at  all  serious;  it  is  like  having  a cold. 

3 

94 

3 

14.  AIDS  is  caused  by  the  same  virus  that  causes  VD. 

10 

32 

58 

15.  The  cause  of  AIDS  is  unknown. 

42 

37 

21 

16.  Just  being  around  someone  with  AIDS  can  give  you  the  disease. 

7 

82 

11 

17.  Having  sex  with  someone  who  has  AIDS  is  one  way  of  getting  it. 

94 

0 

6 

18.  If  a pregnant  woman  has  AIDS,  there  is  a chance  it  may  harm  her  unborn  baby. 

87 

1 

12 

19.  Most  people  who  get  AIDS  usually  die  from  the  disease. 

91 

3 

6 

20.  You  can  get  AIDS  by  shaking  hands  with  someone  who  has  it. 

2 

88 

10 

21.  Receiving  a blood  transfusion  with  infected  blood  can  give  a person  AIDS. 

97 

0 

3 

22.  You  can  get  AIDS  by  sharing  a needle  with  a drug  user  who  has  the  disease. 

98 

0 

2 

23.  AIDS  is  a life-threatening  disease. 

95 

0 

5 

24.  People  with  AIDS  usually  have  lots  of  other  diseases  as  a result  of  AIDS. 

56 

15 

29 

25.  All  gay  women  have  AIDS. 

4 

81 

15 

26.  There  is  no  cure  for  AIDS. 

65 

12 

23 

27.  1 can  avoid  getting  AIDS  by  exercising  regularly. 

10 

60 

30 

28.  AIDS  can  be  cured  if  treated  early. 

8 

63 

29 

29.  A new  vaccine  has  recently  been  developed  for  the  treatment  of  AIDS. 

26 

20 

54 
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relate  to  modes  of  HIV  transmission  or  to  the 
seriousness  of  AIDS. 

Ninety-eight  percent  were  aware  of  the  AIDS- 
intravenous  drug  connection,  and  97%  knew  that 
AIDS  can  be  contracted  via  blood  transfusion. 
Ninety-five  percent  knew  that  AIDS  is  life- 
threatening,  and  91%  believe  that  most  people 
with  AIDS  die  of  the  disease.  Ninety-four  per- 
cent realized  that  having  sex  with  a person  with 
AIDS  can  transmit  the  disease,  and  87%  knew 
that  if  a pregnant  woman  has  AIDS,  “there  is  a 
chance  that  it  may  harm  her  unborn  baby.” 

The  students’  responses  relative  to  their  atti- 
tudes and  beliefs  about  AIDS  are  recorded  in 
Table  2.  Seventeen  percent  doubted  that  AIDS 
is  “as  big  a problem  as  the  media  suggest.” 
Twenty-six  percent  were  “not  worried”  about 
getting  AIDS,  but  only  65%  indicated  that  they 
were  “not  the  kind  of  person  who  is  likely  to  get 
AIDS.”  Twenty-one  percent  believed  that  they 
had  “heard  enough  about  AIDS”  and  did  not 
“want  to  hear  any  more  about  it,”  but  86% 
thought  it  important  that  students  learn  about 
AIDS  in  Family  Life  Education  classes.  Twenty- 
two  percent  stated  that  they  had  received  in- 
struction about  AIDS  as  part  of  their  school  cur- 
riculum. 

Memphis  adolescents’  attitudes  and  beliefs 
about  AIDS  were  remarkably  similar  to  those  of 
Bay  Area  teenagers  on  Questions  1,  3,  4,  6,  and 
9.  The  greatest  difference  in  response  was  noted 
in  Question  7,  which  asked  whether  or  not  stu- 
dents would  take  “a  free  blood  test  to  see  if  you 
have  the  AIDS  virus.”  Only  10%  of  Memphis 


students,  as  opposed  to  51.5%  of  San  Francisco 
adolescents,  would  take  such  a test. 

One  other  noteworthy  difference  was  seen  in 
Question  10  of  Table  2,  which  inquired  whether 
or  not  the  student  interviewees  had  received  any 
formal  instruction  about  AIDS  in  their  school 
curricula.  Only  35.3%  of  San  Francisco  and  22% 
of  Memphis  adolescents  had. 

Discussion 

With  regard  to  overall  knowledge  about  AIDS, 
the  Memphis  parochial  school  adolescents  out- 
performed the  older  adolescents  from  the  high 
AIDS-incidence  Bay  Area  of  San  Francisco,  who 
were  the  subjects  of  a similar  recent  report.2  On 
questions  based  on  factual  information  about 
AIDS  (Table  1),  Memphis  adolescents  (median 
age,  13.5  years)  scored  significantly  higher  than 
the  older  California  teenagers  on  18  of  29  (62%) 
questions. 

Factors  that  may  have  influenced  the  results 
include  (1)  the  time  lag  between  the  two  surveys 
(20  months),  (2)  difference  in  age  (the  California 
students  were,  on  an  average,  three  years  older 
than  their  Memphis  counterparts),  (3)  differ- 
ences in  socioeconomic  background,  and  (4)  that 
the  Memphis  adolescents  attended  a Roman 
Catholic  parochial  school,  while  those  in  San 
Francisco  attended  ten  public  high  schools. 

Although  students  from  both  cities  had  good 
concepts  as  to  how  AIDS  is  actually  transmitted, 
fundamental  knowledge  concerning  the  viral 
etiology  of  AIDS,  the  prognosis  of  the  AIDS  pa- 
tient, and  the  availability  of  treatment  and  a vac- 


TABLE  2 

SUBJECT  RESPONSES  FOR  ATTITUDES  AND  BELIEFS  ABOUT  AIDS 


Statement 

True 

Percent 

False 

Don’t  Know 

1.  AIDS  is  not  as  big  a problem  as  the  media  suggest. 

7 

83 

10 

2.  1 am  afraid  of  getting  AIDS. 

73 

24 

3 

3.  1 am  not  worried  about  getting  AIDS. 

26 

68 

6 

4.  1 am  not  the  kind  of  person  likely  to  get  AIDS. 

65 

16 

19 

5.  1 am  less  likely  than  most  people  to  get  AIDS. 

44 

28 

28 

6.  I'd  rather  get  any  other  disease  than  AIDS. 

7.  If  a free  blood  test  were  available  to  see  if  you  have  the  AIDS  virus,  would  you 

55 

17 

28 

take  it? 

10 

67 

23 

8.  I've  heard  enough  about  AIDS  and  1 don't  want  to  hear  any  more  about  it. 

21 

70 

9 

9.  It  it  important  that  students  learn  about  AIDS  in  Family  Life  Education  classes. 

86 

3 

11 

10.  Have  you  had  any  instruction  about  AIDS  in  your  school  curriculum? 

22 

62 

16 

SEPTEMBER,  1987 


531 


ADOLESCENT  PERCEPTION  OF  AIDS/Konetzny 

cine  were  decidedly  lacking.  Another  knowledge 
deficit  was  underscored  by  the  observation  that  a 
substantial  number  of  students  in  both  groups 
were  concerned  that  AIDS  may  be  acquired  by 
casual  contact,  regardless  of  the  lack  of  data  to 
support  such  a belief. 

Although  AIDS  has  received  unprecedented 
attention  via  the  lay  press,  television,  and  radio, 
it  is  clear  from  the  results  of  our  study  and  the 
one  from  San  Francisco  conducted  nearly  two 
years  ago  that  adolescents  are  not  receiving  ade- 
quate correct  information  about  AIDS.  Cursory 
examination  of  the  data  suggests  that  these  ado- 
lescents possess  good  general  knowledge  about 
AIDS,  but  a closer  inspection  reveals  that  there 
are  dangerous  information  gaps.  Though  the  news 
media  have  done  a fairly  good  job  of  reporting 
the  emerging  AIDS  crisis,  the  information  has 
often  been  sensational,  superficial,  and  occasion- 
ally misleading. 

Estimates  by  the  Centers  for  Disease  Control 
and  the  National  Institutes  of  Health,  based  upon 
the  actual  number  of  HIV  antibody-positive  in- 
dividuals at  the  present  time,  suggest  that  by 
1991,  270,000  clinical  cases  of  AIDS  will  have 
been  reported.  CDC-NIH  estimates  also  suggest 
that  1 million  to  1.5  million  people  are  now 
probably  infected  with  the  AIDS  virus.  In  view 
of  these  grim  projections,  it  is  unconscionable  that 
only  22%  to  35%  of  our  adolescents  have  ever 
received  formal  instruction  about  AIDS. 

Since  92%  to  96%  of  AIDS  cases  reported  to 


date  have  been  linked  to  specific  behavioral  fea- 
tures, i.e.,  male  homosexual  activity  (75%  to 
79%)  and  intravenous  drug  abuse  (17%  to  19%), 
it  is  clear  that  specific  education  might  logically 
be  expected  to  contribute  substantially  to  halting 
the  spread  of  AIDS  among  both  adolescents  and 
adults.  In  order  that  our  children  may  be  pro- 
tected from  the  spread  of  AIDS,  education  con- 
cerning abstinence  and  safer  sexual  practices  must 
be  supported  by  the  medical/scientific  communi- 
ty. Sensitivity  to  the  moral  values  of  children  and 
their  parents  is  essential  in  order  that  traditional 
objections  to  value-free  “sex  education”  be  sat- 
isfactorily resolved.  At  present,  it  would  seem 
that  education  is  the  best  vaccine.  We  have  a 
professional  and  moral  obligation  to  dispense  it 
liberally,  with  extreme  accuracy,  and  with  sensi- 
tivity to  the  moral,  social,  and  ethical  issues  in- 
volved. r a 
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Retroperitoneal  Cyst  in  a 

4-Year-Old  Child 

A Case  Report 

GERALD  R.  JERKINS,  M.D.  and  JEFF  D.  WHITFIELD,  M.D. 


Introduction 

Retroperitoneal  cysts  are  rare  and  may  pre- 
sent themselves  in  a variety  of  ways,  including 
symptoms  related  to  size  and  compression  of  ad- 
jacent structures.  We  report  herein  the  case  of  a 
4-year-old  child  with  abdominal  pain  who  was 
found  to  have  a large  retroperitoneal  cyst  lined 
with  gastric  mucosa  in  the  upper  pole  of  the  right 
kidney. 

Case  Report 

A 4-year-old  white  boy  was  seen  by  his  local  physician  for 
abdominal  pain  that  had  been  present  for  several  weeks  and 
had  become  more  intense  and  localized  to  the  right  upper 
quadrant.  Physical  examination  was  negative  and  urinalysis 
and  serum  electrolytes  were  normal.  An  intravenous  urogram 
revealed  a large  mass  in  the  upper  pole  of  the  right  kidney, 
and  computed  tomography  (CT)  demonstrated  it  to  be  a fluid- 
filled  cyst  (Fig.  1).  On  referral  of  the  patient  for  further  eval- 
uation. a renal  scan  demonstrated  virtually  no  blood  flow  to 
the  mass  and  no  evidence  of  functioning  renal  tissue  about  it 
(Fig.  2). 

At  cystoscopy  there  was  no  evidence  of  a duplicated  ure- 
ter on  either  side,  and  a retrograde  ureterogram  on  the  right 
revealed  a single  ureter  with  a downward  displacement  of  the 
collecting  system  (Fig.  3).  Exploration  through  a right  ante- 
rior subcostal  incision  revealed  a fluid-filled  cyst  adherent  to 
the  liver,  diaphragm,  and  upper  pole  of  the  right  kidney.  There 
was  no  evidence  of  renal  duplication.  In  its  greatest  dimen- 
sion the  cyst  was  larger  than  10  cm  and  was  filled  with  cloudy, 
brown  fluid.  Part  of  the  cyst  lining  was  irregular  and  firm, 
and  a frozen  section  revealed  gastric  mucosa  with  ulceration. 
Intraperitoneal  exploration  showed  no  connection  between  the 
mass  and  any  intraperitoneal  structure,  including  the  stomach 
and  intestine. 

The  patient  had  an  uneventful  postoperative  course.  Two 
months  following  surgery  he  was  reevaluated  for  persistent 
abdominal  pain.  A repeat  CT  scan  demonstrated  no  renal 
obstruction  or  recurrence  of  the  cyst,  though  small  cysts  were 
noted  within  both  kidneys  and  the  head  of  the  pancreas.  The 
patient  is  presently  stable,  without  evidence  of  enlargement 
of  any  of  the  cysts. 


From  the  Department  of  Pediatric  Urology,  University  of  Tennes- 
see, Memphis. 

Reprint  requests  to  Department  of  Pediatric  Urology,  University 
of  Tennessee  College  of  Medicine,  848  Adams  Ave..  Suite  403,  Mem- 
phis, TN  38103  (Dr.  Jerkins). 


Figure  1.  CT  scan  demonstrating  a large  right  retroperitoneal  cyst. 


Figure  2.  Radionucleotide  renal  scan  indicating  no  significant  blood 
supply  or  functioning  renal  tissue  related  to  the  mass. 
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Figure  3.  Retrograde  pyelogram  demonstrating  displacement  of  right 
renal  collecting  system. 


Discussion 

Primary  tumors  of  the  retroperitoneum  are 
rare,  and  interest  the  urologist  because  of  their 
potential  for  compression  or  compromise  of  the 
urinary  tract.  Tumors  can  arise  from  mesoder- 
mal, neural,  urogenital,  and  other  embryonic 
remnants.  Though  the  majority  of  such  retroper- 
itoneal tumors  are  malignant,  benign  masses  or 
cysts  may  arise  from  the  same  tissue,  though  less 
frequently.1 

Cysts  compose  only  a small  proportion  of  ret- 
roperitoneal masses.  They  are  commonly  benign 
and  slow  growing,  and  become  symptomatic  as  a 


result  of  size  and  pressure  on  adjacent  organs.2 
This  patient  apparently  became  symptomatic  be- 
cause of  bleeding  into  and  expansion  of  the  cyst. 

Gastric  duplications  are  rare,  with  fewer  than 
90  cases  reported  in  the  literature.  The  majority 
were  diagnosed  before  1 year  of  age,  with  only 
14%  noted  between  ages  1 and  12  years.  Such 
duplications  can  manifest  themselves  in  a variety 
of  ways,  including  symptoms  related  to  the  gas- 
trointestinal tract  or  compression  of  other  retro- 
peritoneal structures.  As  in  this  case,  communi- 
cation between  the  cyst  and  the  remaining 
gastrointestinal  tract  is  usually  not  seen.3 

The  follow-up  studies  in  this  child  suggest  a 
remaining  rest  of  similar  tissue  in  the  kidney  and 
pancreatic  area.  Long-term  follow-up  will  be 
necessary  for  any  progressive  enlargement  of  the 
remaining  cyst. 

Though  as  with  any  intra-abdominal  mass,  ret- 
roperitoneal masses  should  be  thoroughly  evalu- 
ated prior  to  surgical  exploration,  most  of  these 
lesions  will  not  be  accurately  identified  without 
surgical  exploration  and  excision.  Preoperative 
evaluation  with  ultrasonography  and  a CT  scan 
are  extremely  useful  for  defining  the  mass  and  its 
relationship  with  surrounding  structures.  The 
value  of  the  thorough  preoperative  evaluation  is 
in  determining  the  best  surgical  approach  for  re- 
moval of  the  mass. 

This  case  represents  an  unusual  presentation 
of  a rare  type  of  retroperitoneal  cyst,  and  under- 
scores the  need  to  consider  retroperitoneal  cysts 
in  the  differential  diagnosis  of  any  large  intra-ab- 
dominal mass  displacing  the  kidney  and  ureters. 

ZHZT7 
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Pruritus  Due  to  Infected 
Pancreatic  Duct  Catheter 

MELVIN  L.  ELSON,  M.D.  and  ANTONIO  M.  GRANDA,  M.D. 


introduction 

Itching  is  one  of  the  most  common  presenting 
symptoms  in  the  dermatologist's  and  internist's 
office.  The  causes  are  myriad1  and  though  most 
of  the  time  the  etiology  is  easily  determined  and 
easily  corrected,  some  of  the  time  there  is  a se- 
rious underlying  cause  that  must  be  determined 
before  the  patient  can  obtain  relief.  This  is  the 
case  report  of  such  a patient. 

Case  Report 

A 71-year-old  white  woman  was  seen  on  April  29,  1986 
with  a history  of  itching  for  six  months.  She  had  seen  three 
physicians,  who  treated  her  with  topical  and  systemic  ste- 
roids, and  antihistamines,  all  without  relief.  Routine  labora- 
tory studies,  including  complete  blood  cell  count,  differential, 
and  routine  chemistries,  were  within  normal  limits.  The  pa- 
tient was  a lover  of  and  frequently  cared  for  neighborhood 
dogs  and  had  them  in  her  house. 

Although  mites  could  not  be  demonstrated  by  potassium 
hydroxide,  with  this  history  and  the  fact  that  the  itching  was 
significantly  more  severe  at  night,  the  patient  was  treated  with 
a course  of  crotamiton  (Eurax)  lotion,  which  initially  seemed 
to  help.  Within  a week,  however,  her  itching  returned  and 
she  was  most  uncomfortable.  She  was  admitted  on  May  13, 
1986  to  St.  Thomas  Medical  Center  for  evaluation  of  intract- 
able itching. 

Past  history  was  significant  only  for  a number  of  surgical 
procedures:  A cholecystectomy  in  the  1940s,  T&A  in  1950, 
hemorrhoidectomy  in  1981,  a common  duct  stone  in  1981  that 
required  surgery,  and  a stone  in  the  pancreatic  duct  in  1985 
for  w'hich  she  again  had  surgery. 

Physical  examination  revealed  an  elderly  obese  white 
woman  who  was  constantly  scratching;  her  blood  pressure  was 
150/82  mm  Hg,  pulse  86/min,  respirations  18/min,  and  tem- 
perature 98.6°F  orally.  Skin  examination  revealed  erythema 
with  multiple  excoriations  over  the  skin  surface  and  purpura 
over  the  extensor  aspects  of  the  arms.  The  rest  of  the  physi- 
cal examination  was  within  normal  limits  except  for  obesity 
and  a number  of  surgical  scars  of  the  abdomen. 

Laboratory  w'ork  revealed  negative  stool  guaiac,  normal 
electrolytes,  glucose  104  mg/dl,  SGOT  12  U/L,  alkaline  phos- 
phatase 119  U/L,  bilirubin  0.3  mg/dl.  protein  5.5  gm/dl.  al- 
bumin 3.6  gm/dl,  amylase  70  U/dl,  lipase  7 U/L.  uric  acid  4.9 
mg/dl,  cholesterol  213  mg/dl,  BUN  19  mg/dl,  creatinine  1.2 
mg/dl,  WBC  count  8,100/cu  mm,  with  normal  differential. 


From  the  Department  of  Medicine.  St.  Thomas  Hospital,  Nashville. 
Reprint  requests  to  Division  of  Dermatology,  Department  of 
Medicine,  St.  Thomas  Hospital,  4535  Harding  Road,  Suite  300,  Nash- 
ville. TN  37205  (Dr.  Elson). 


hematocrit  28.5%,  and  iron  28  p-g/dl  with  a total  iron  binding 
capacity  of  396  pg/dl. 

Because  of  the  number  of  gastrointestinal  procedures  per- 
formed in  the  past,  a persistent  diarrhea  that  developed  while 
the  patient  was  hospitalized,  and  the  anemia,  we  decided  to 
look  more  closely  at  the  GI  tract,  despite  negative  stool 
guaiacs  on  a number  of  occasions.  Ultrasonography  of  the 
abdomen  revealed  status  postcholecystectomy,  and  CT  re- 
vealed postoperative  changes  including  biliary  tract  air  and  a 
pancreatic  duct  catheter. 

On  consultation  with  the  surgeons  who  performed  the  pa- 
tient's surgery  the  previous  year  it  was  decided  that  since  the 
catheter  should  have  dropped  into  the  bowel  and  been  ex- 
pelled. but  had  not,  that  it  should  be  removed,  and  on  May 
19,  1986  it  was  removed  endoscopically.  Pathologic  exami- 
nation revealed  “masses  of  filamentous  rods  and  cocci  adher- 
ent to  and  obstructing  the  lumen  of  the  catheter,”  with 
bleeding  from  the  bow'el  around  the  catheter. 

Following  this  procedure,  the  patient  wras  discharged  and 
placed  on  chlorpromazine  (Thorazine)  50  mg  each  night  at 
bedtime,  perphenazine  and  amitriptyline  (Triavil  2-10)  three 
times  a day  for  itching,  topical  steroids,  ranitidine  (Zantac) 
150  mg  two  times  a day,  a ferrous  sulfate  (Feosol)  spansule 
daily,  and  prednisone  20  mg  every  morning. 

Over  the  next  tw’o  months  her  hematocrit  rose  to  36.5%, 
her  itching  ceased,  and  it  was  possible  to  taper  her  off  all 
medication.  By  the  end  of  the  year,  the  patient’s  skin  was 
completely  healed  and  she  had  no  problem  with  itching.  She 
was  last  seen  in  March  1987,  still  asymptomatic. 

Discussion 

Here  we  have  an  elderly  woman  who  con- 
fronted us  with  a very  common  problem  that  all 
practicing  physicians  see  every  day,  i.e.,  itching. 
Most  of  the  time,  the  etiology  is  easily  deter- 
mined and  the  patient  does  rather  well  with  top- 
ical emollients  and  antihistamines  or  similar 
medication,  but  in  this  instance  the  etiology  was 
not  readily  determined,  and  it  was  necessary  to 
be  detectives  to  determine  the  etiology.  Many 
things  have  been  related  in  the  past  to  itching, 
especially  in  the  elderly,2  and  it  would  serve  us 
well  to  keep  in  mind  that  chronic  infections 
should  be  sought  in  patients  who  do  not  readily 
respond  to  conservative  therapy,  and  that  some- 
times these  infections  can  be  quite  difficult  to 
find.  CL  y 
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The  Tennessee  Medical  Association 
approves  the  same  collection 
program  recommended  by 
medical  associations  in 
44  other  states. 

I.C.  System 


Why  these  votes  of  confidence? 


I.C.  System  is  endorsed  as  a responsible  alternative  for  physicians  who  need 
help  keeping  their  receivables  under  control.  All  collection  practices  are  legal, 
ethical  and  professional.  The  objective  is  to  collect  without  harming  the 
doctor  patient  relationship.  That’s  important. 

In  these  economic  times  you  need  a collection  program  you  can  turn  to  in 
confidence.  Consider  I.C.  System.  Write  or  phone  for  information.  The 
system  is  endorsed  by  your  association.  The  System  Works! 


The  System 

Works 

W 


I.C.  SYSTEM,  INC. 

P.O.  Box  64639 
St.  Paul,  MN  55164-0639 
WATS  800  328-9595 
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Special  Item 


Inaugural  Address  of  the  AMA  President 


WILLIAM  S.  HOTCHKISS,  M.D. 

President — American  Medical  Association 


I come  before  you  tonight  with  feelings  of 
pride,  humility,  enthusiasm,  resolve,  and  deep 
respect.  I respect  the  many  outstanding  physi- 
cians who  have  led  the  American  Medical  Asso- 
ciation before  me  and  each  of  you  for  your  self- 
less commitment  in  working  on  behalf  of  the 
health  of  the  American  people.  But  most  of  all, 
I respect  the  institution  of  medicine,  and  what  it 
stands  for — health,  dignity,  service,  and  excel- 
lence. 

For  more  than  100  years,  the  AMA  has  dedi- 
cated itself  to  preserving  those  fundamental  ide- 
als of  American  medicine,  and  I'm  proud  to  be  a 
part  of  that  tradition.  I like  to  remind  people  that 
the  AMA  is  a caring  organization  of  service — 
service  to  the  American  people. 

As  physicians,  we  are  not  here  to  do  battle  with 

the  government  for  our  self-interests;  we  are  not 
here  to  become  leaders  of  corporate  America;  we 
are  certainly  not  here  to  amass  wealth.  We  are 
here  for  one  reason,  and  that  is  to  take  care  of 
sick  people;  that  is  what  our  patients  want  and 
deserve. 

They  are  concerned  about  costs,  especially 
hospital  costs,  but  quality  is  the  sine  qua  non. 
There  is  no  question  that  medical  care  in  the 
United  States  is  the  best  in  the  world  today — 
better  than  at  any  time  in  history.  It  is  also  worth 
noting  that  this  was  not  always  the  case. 

In  the  decades  around  the  turn  of  the  century, 
European  medicine  was  generally  considered  to 
be  the  best.  It  was  customary  at  that  time  for 
American  doctors,  after  they  had  learned  as  much 
as  they  could  here,  to  spend  a year  or  two  in 
Europe.  When  they  returned,  they  were  recog- 
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nized  as  the  best  physicians  in  our  country.  Isn’t 
it  amazing  that  thousands  of  doctors  from  all  over 
the  world  now  come  to  America  to  learn  our 
techniques  and  methods  of  treatment?  Most  of 
them  have  been  so  impressed  that  they  have,  to 
the  extent  allowed  by  law,  chosen  to  remain  in 
this  country  and  practice  here  for  the  rest  of  their 
lives. 

This  wonderful,  productive,  inventive,  free-en- 

terprise  system  of  medical  care  is  a heritage  from 
our  professional  forefathers,  and  it  is  the  obliga- 
tion of  our  generation  to  protect  it  and  further  it 
to  the  best  of  our  ability.  That  takes  the  honesty 
to  correct  the  system  when  things  cease  to  func- 
tion. 

That’s  why  I'm  so  deeply  concerned  about  the 
Medicare  program.  Certainly  from  the  stand- 
point of  making  care  available  to  many  elderly 
patients,  who  might  otherwise  not  have  sought 
and  received  it,  the  program  must  be  judged  an 
unqualified  success,  but  there  are  major  prob- 
lems ahead.  As  currently  structured,  it  is  esti- 
mated that  Part  A of  the  trust  fund  will  be  bank- 
rupt by  the  year  2002.  By  the  year  2017  it  will  be 
in  debt  $1  trillion.  Finally,  we  should  all  note  that 
by  the  year  2010,  U.S.  entitlement  programs  will 
consume  two-thirds  of  the  federal  budget. 

This  grave  scenario  doesn’t  have  to  happen. 
We  have  a commitment  to  our  elderly  and  to  our 
health  care  system.  One  year  ago,  we  publicly 
demonstrated  that  commitment  by  proposing 
massive  restructuring  of  the  Medicare  system 
which  would  convert  it  to  a sound  actuarial  basis. 
As  patient  advocates  we  will  continue  to  lobby 
for  adequate  funding  for  this  vital  program. 

What  can  we  do  as  leaders  and  as  practicing 

physicians  to  protect  and  further  our  free-enter- 
prise  system  of  medical  care,  which  has  served 
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the  public  so  well?  Above  all  other  things,  we 
must  be  patient  advocates  in  every  sense  of  the 
word,  and  that  means  offering  only  the  highest 
quality  of  medical  care  to  each  individual.  In 
hospitals,  we  must  insist  that  clinical  decisions  ul- 
timately fall  to  physicians.  In  HMOs  and  other 
new  entities  that  fall  beneath  the  rubric  of  cor- 
porate medicine,  physicians  must  refuse  to  walk 
a fine  line  between  the  bottom  line  and  patient 
care.  We  must  refuse  to  buckle  to  shameful  gov- 
ernment pressures  to  deliver  less  than  thorough 
care,  simply  so  that  Uncle  Sam  can  balance  the 
budget  on  the  backs  of  the  elderly  or  the  poor. 

Our  high  standards  of  care  must  be  protected 
through  vigorous  peer  review  programs.  When  we 
show  a steadfast  intolerance  for  mediocrity  or 
worse  among  our  peers,  we  are  being  patient  ad- 
vocates. I am  proud  of  the  AMA’s  role  in  pro- 
moting peer  review  programs  that  work.  We  were 
instrumental  in  supporting  new  antitrust  provi- 
sions that  make  it  possible  to  engage  in  peer  re- 
view, without  living  in  fear  of  legal  retribution. 
And  we  were  victorious  in  convincing  the  gov- 
ernment that  current  PRO  procedures  denied 
physicians  due  process  of  the  law.  The  entire 
process  has  now  been  amended,  as  you  know, 
and  while  it  isn’t  perfect,  the  result  is  a system 
that  will  work  for  patients  and  their  doctors. 

Patient  advocacy  means  putting  forth  intensive 

efforts  to  eradicate  threats  to  public  health — and 
the  AMA  has  a long  and  active  history  in  this 
mission.  Each  of  us  has  a tremendous  capacity  to 
inform  and  to  educate,  and  our  profession  calls 
on  us  to  be  selfless  and  generous  in  that  role  and 
with  our  time.  But  today  there  is  one  especially 
compelling  reason  why  each  of  us  must  give  of 
ourselves  completely  to  others;  that  reason  is 
AIDS. 

If  you  have  not  been  touched  by  the  grim 
spectre  of  AIDS  through  the  death  of  a friend,  a 
neighbor,  a relative,  or  a business  associate,  you 
very  likely  will — and  soon.  The  U.S.  Public 
Health  Service  estimates  that  approximately  1.5 
million  U.S.  citizens  are  infected  with  the  AIDS 
virus  at  this  time,  and  that  by  1991  we  will  see 
270,000  cases  of  AIDS  in  our  country.  Since  the 
disease  carries  a 100%  mortality,  the  death  toll 
by  that  time  will  approximate  the  total  loss  of 
military  personnel  suffered  by  the  United  States 
in  World  War  II. 

I’m  proud  of  the  action  taken  by  our  House 
of  Delegates  yesterday,  after  thoughtful  consid- 
eration, on  the  Board  Report  on  AIDS.  I cer- 
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tainly  recognize  that  our  action  is  only  a first  step 
in  making  recommendations  for  Americans — but 
it  is  an  important  step.  We  must  use  every  op- 
portunity that  presents  itself  to  educate  and  in- 
form the  public  and  the  profession  and  to  en- 
courage scientific  research  with  adequate 
government  funding  to  control  this  epidemic. 

We  must  think  of  our  children,  and  it  isn’t  just 
because  of  AIDS.  Last  year  the  AMA  published 
a White  Paper  on  Adolescent  Health.  The  dark 
statistics  contained  in  that  report  cut  deeply,  and 
devastate  all  who  read  them,  and  well  they 
should.  They  describe  a life  of  hell  for  hundreds 
of  thousands  of  adolescents.  They  report  the  dis- 
mal story  of  5,000  teenagers  who  were  despairing 
so  greatly  that  they  took  their  own  lives  last  year. 

Think  of  the  900,000  teenagers  who  roam  the 
streets  as  working  prostitutes.  Think  of  the  1 mil- 
lion school-aged  girls  who  will  become  pregnant 
this  year,  and  think  of  their  lives,  their  hopes, 
and  dreams.  Think  of  the  welfare  of  the  children 
of  those  children. 

Tonight  I am  calling  on  all  physicians  to  use 

more  of  their  hearts  in  patient  care.  Advocacy 
means  treating  all  patients  with  the  courtesy  and 
respect  that  they  deserve.  This  message  is  impos- 
sible to  convey  to  them  when  we  ask  patients  to 
wait  weeks  for  an  appointment,  or  hours  in  the 
reception  area,  especially  if  we  spend  only  a few 
minutes  in  the  consultation  and  examining  room 
with  them. 

We  must  be  honest  enough  to  face  the  unfor- 
tunate fact  that  a few  physicians  are  not  fit  to 
practice  medicine  and  must  be  culled  from  the 
system.  The  AMA  is  actively  engaged  in  this  ef- 
fort. Our  physician  masterfile  prevents  a doctor 
from  being  licensed  in  one  state  after  having  a 
license  revoked  in  another.  But  certainly,  the 
overwhelming  majority  of  physicians  embrace 
excellence  and  I think  that’s  because  our  profes- 
sion has  traditionally  attracted  great  people. 

Being  a physician  is  just  as  thrilling  today  as  it 
was  30  years  ago.  It  is  the  most  rewarding  of  all 
professions.  Yes,  there  are  different  methods  of 
delivery  of  care  and  there  are  more  regulations. 
But  there  is  always  the  opportunity  to  serve  our 
patients.  And  medicine — which  we  study  all  of 
our  lives — is  and  always  will  be  fascinating.  We 
must  encourage  good  students  to  enter  the  med- 
ical field  and  this  lifelong  profession  of  learning. 
Young  physicians  can  anticipate  an  exciting  ca- 
reer. With  increasing  and  improving  technology, 
their  opportunity  to  render  service  and  return  sick 
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patients  to  good  health  will  far  surpass  anything 
our  generations  have  enjoyed. 

As  a physician,  I’m  proud  of  the  AMA’s  ac- 
complishments; I'm  proud  of  our  “can  do”  atti- 
tude. In  the  140-year  history  of  the  AMA,  we’ve 
cleaned  up  the  water  supplies,  we’ve  facilitated  a 
national  system  of  local  and  state  health  depart- 
ments, and  we’ve  been  staunch  advocates  of 
seatbelt  legislation  and  helmet  laws.  Today,  we’re 
engaged  in  a war  against  AIDS  and  another  bat- 
tle against  tobacco-related  diseases. 

Truly,  the  AMA  is  an  organization  on  the 
move.  It’s  active,  decisive,  and  tough,  and  it 
speaks  for  all  physicians.  The  AMA  believes,  as 
I do,  that  medicine  is  a helping  profession.  Our 
mission  is  one  of  patient  advocacy,  and  one  of 
upholding  a standard  of  excellence  that  has  come 


to  be  the  envy  of  the  rest  of  the  world. 

I call  on  each  of  you  tonight  to  encourage  our 
fellow  physicians  to  renew  their  commitment  to 
American  medicine  as  a helping  profession — a 
caring  profession.  That  is  our  strength,  and  that 
is  the  salvation  of  high  quality  care  for  the  peo- 
ple of  our  great  country. 

As  individual  physicians,  our  strength  is  limit- 
ed. To  illustrate  the  importance  of  working  to- 
gether, I close  with  the  first  verse  of  Kipling's 
“Law  of  the  Jungle.” 

Now  this  is  the  Law  of  the  Jungle — As  old  and  as  true 
as  the  sky:  and  the  wolf  that  shall  keep  it  may  prosper, 
but  the  wolf  that  shall  break  it  must  die.  As  the  cree- 
per that  girdles  the  tree-trunk,  the  law  runneth  for- 
ward and  back  ...  for  the  strength  of  the  pack  is  the 
wolf,  and  the  strength  of  the  wolf  is  the  pack. 


The  complete 
journal  for 
family  practice 
physicians 

■ Reaches  79,000  family  physicians  monthly 

■ Presents  the  most  commonly  seen  patient 
problems  in  family  practice 

■ Written  by  physicians  for  physicians 

■ The  most  current  clinical  updates  in: 

Cardiology  Ob/Gyn 
Diabetes  Psychiatry 

Pediatrics  Gastroenterology 

■ Provides  20  hours  of  CME  Category  1 Credit 


MARCH  1987  VOL.  9,  NO.  3 


ractice 


ecertification 


gU  Cl.  10  Genitourinary  system 

Prostatitis:  Diagnosis  and  Treatment 

William  R.  Schelbel,  MD 

Cl.  20  Problems  other  than  specific  d>agnostic/symptomatic 

Automobile  Safety 

' " N.  Burton  Attico,  MD  • Richard  J.  Smith.  Ill  • Michael  A.  Friedman 
Cl.  1 Communicable  diseases 

Acquired  Immunodeficiency  Syndrome. 
Part  2:  The  Spectrum  of  Disease 

Navin  M.  Amin.  MD 

♦ Cl.  7 Circulatory  system 

Antianginal  Drug  Therapy  for  Stable 
Angina  Pectoris:  Update 

Wilbert  S.  Aronow  MD 


EXTENSIVE  CHORIORETINITIS  CAUSED  BY 
TOXOPLASMOSIS  ASSOCIATED  WITH  AIOS  INFECTION 


PRACTICAL  - CLINICAL  - EDUCATIONAL  - CURRENT 


SEPTEMBER,  1987 


539 


HEALTH  CARE  AT  ITS  BEST 


AIRFORCE 

MEDICINE 

★ 

Air  Force  medicine  is  one  of  our  best  benefits.  The  Air 
Force  needs  physicians  such  as  you  to  keep  it  that  way. 

Most  administrative  responsibilities  are  in  the  hands  of 
others,  giving  you  the  time  to  give  full  attention  to  the  patients' 
needs.  Our  hospitals  are  staffed  with  dedicated,  competent 
professionals  to  assist  you. 

You'll  have  time  for  your  family  and  to  keep  abreast  of 
the  latest  methods  and  technologies  that  you  don't  have  time 
for  now.  We  also  offer  unlimited  professional  development 
and  financial  security. 

Find  out  more  about  Air  Force  medicine.  Contact  your 
nearest  Air  Force  recruiter.  Call 

SSgt  Donald  Sanders  OR  MSgt  John  Crawford 
at  (901)  278-6349  at  (615)  320-5059 

Collect 


AMA  1987  Annual  Meeting  Report 


Prevention  and  Control  of  AIDS 

An  interim  Report 


Introduction 

Responding  sensitively,  intelligently,  and  effective- 
ly to  the  growing  AIDS  crisis  is  one  of  the  crucial  pub- 
lic health  problems  facing  the  nation.  Prevention  and 
control  of  the  disease  must  be  an  essential  part  of  that 
response  because  there  is,  at  present,  no  known  cure 
for  AIDS  patients. 

Recommendations  in  this  report  have  as  their  foun- 
dation an  overriding  concern  for  a judicious  balance 
between  the  well-being  of  HIV-positive  patients  and 
the  protection  of  the  public  health.  These  recommen- 
dations are  based  upon  the  best  information  and  data 
available  at  present.  The  AMA  will  continuously  mon- 
itor and  analyze  developments  in  AIDS  and  update 
AMA  policy  and  recommendations  as  dictated  by  ad- 
vances in  knowledge. 

Education  continues  to  be  the  major  weapon 
against  spread  of  HIV  infection.  Physicians  should  as- 
sume the  leadership  role  in  educating  themselves,  their 
patients  and  the  public.  Individuals  in  society  also  must 
assume  responsiblity  for  being  well  informed  and  for 
actions  that  affect  their  own  health  and  the  health  of 
others.  In  developing  this  report,  the  Board  emphasiz- 
es the  need  for  concerted  and  cooperative  efforts  by 
all  members  of  society  in  the  fight  against  AIDS.  The 
recommendations  outlined  below  are  designed  to  help 
in  successfully  confronting  this  challenge  to  society’s 
well-being. 

Background 

The  Current  Climate 

It  is  estimated  that  5 million  to  10  million  people 
are  infected  with  HIV  virus  worldwide.  AIDS  has  been 
reported  in  more  than  100  countries.  In  the  United 
States  HIV-infected  individuals  may  number  1.5  mil- 
lion, approximately  35,000  of  whom  have  been  report- 
ed to  suffer  from  AIDS  and  more  than  20,000  of  whom 
are  dead. 

The  U.S.  Public  Health  Service  has  projected  that 
by  1991  there  may  be  323,000  reported  patients  with 
AIDS  and  as  many  as  200,000  of  them  may  be  dead 
by  that  time.  In  addition,  conversion  rates  of  seropos- 
itive people  to  AIDS  status  now  appear  to  be  higher 
than  early  preliminary  estimates.  Originally  under  20% 
were  thought  to  convert.  It  now  appears  that,  without 
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treatment  advances,  a much  higher  percentage  will  de- 
velop the  disease. 

Seventeen  percent  of  the  AIDS  cases  have  been  in- 
travenous drug  abusers,  66%  have  been  homosexual/ 
bisexual  men,  8%  have  been  homosexual  male  IV  drug 
users;  female,  heterosexual  male,  and  pediatric  victims 
infected  by  the  transfusion  of  blood  or  blood  products, 
sexual  contact,  or  prenatally  in  the  case  of  infants,  ac- 
count for  the  bulk  of  the  balance. 

Polls  indicate  that  AIDS  has  become  the  highest 
priority  health  concern  of  the  American  public,  ahead 
of  heart  disease  and  cancer.  It  has  already  caused 
changes  in  a variety  of  public  attitudes.  Sexual  absti- 
nence, monogamous  relationships,  and  the  use  of  con- 
doms are  being  widely  promoted  in  the  media  by  pub- 
lic officials  and  many  private  organizations.  IV  drug 
abusers  are  being  counseled  to  use  clean  needles  and 
to  avoid  sharing  needles.  Education  on  the  sexual 
transmission  of  the  AIDS  virus  is  being  extended  to 
school  children.  The  nation  is  more  sensitive  to  the 
rights  of  those  afflicted  with  the  disease  to  be  free  from 
discrimination,  regardless  of  the  manner  by  which  they 
became  infected. 

Historical  Control  Measures  for  Infectious  Diseases 

A primary  mode  of  transmission  of  AIDS  is  through 
sexual  contact,  and  the  control  efforts  for  sexually 
transmitted  diseases  (STD)  that  have  been  instituted 
in  the  past  are  sources  of  analogies  for  prevention  and 
control  of  AIDS.  National  programs  to  control  STDs 
were  established  during  the  beginning  of  World  War 
I.  For  the  following  50  years  the  focus  was  almost  ex- 
clusively on  the  control  of  syphilis  and  its  complica- 
tions. During  World  War  II  rapid  treatment  centers 
for  syphilis  and  gonorrhea  were  established.  Public 
health  officials  instituted  limited  contact-tracing,  had 
the  authority  to  close  sex  bars  and  clubs,  to  order  tests 
for  prostitutes,  and.  most  importantly,  had  effective 
therapy  to  offer.  Widespread  availability  of  penicillin 
led  to  the  dissolution  of  the  rapid  treatment  centers 
and  of  the  clinical  specialty,  syphilology.  Every  state 
in  the  Union  at  one  time  required  all  persons  seeking 
marriage  licenses  to  be  tested  for  syphilis.  During  the 
1950s  and  1960s  federal  assistance  programs  continued 
to  support  contact-tracing,  serological  screening,  and 
patient  education. 

In  the  late  1960s  public  health  officials  were  con- 
cerned about  the  rapidly  escalating  cases  of  gonorrhea, 
and  projects  were  instituted  to  increase  case-finding  and 
contact-tracing.  In  1972  financial  assistance  for  STD 
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control  by  the  federal  government  was  dramatically  in- 
creased and  by  1982  gonorrhea  accounted  for  nearly 
three-fourths  of  the  federal  STD  dollar.  During  the  1970s 
gonorrhea  control  efforts  evolved  through  overlapping 
phases  that  included  objectives  to  lower  disease  inci- 
dence and  the  occurrence  of  drug-resistant  bacteria,  fo- 
cused screening  on  high-risk  patients,  intensified  follow- 
up of  treatment  failures,  and  used  patient  counseling  as  a 
means  of  increasing  compliance  with  therapy  and  im- 
proving contact-tracing.  The  latter  was  deemed  espe- 
cially important  since  the  large  numbers  of  gonorrhea 
cases  precluded  the  intensive  follow-up  of  each  infected 
case  that  had  been  characteristic  of  the  syphilis  era. 

In  1982  the  World  Health  Organization/Pan  Amer- 
ican Health  Organization  (WHO/PAHO)  identified  the 
following  key  objectives  for  intervention  to  reduce 
STDs:  (1)  to  minimize  disease  exposure  by  reducing 
sexual  intercourse  with  persons  who  have  a high  prob- 
ability of  infection;  (2)  to  prevent  infection  by  increas- 
ing the  use  of  condoms  or  other  prophylactic  barriers; 
(3)  to  detect  and  cure  disease  by  implementing  screen- 
ing programs,  providing  effective  diagnostic  and  treat- 
ment facilities,  and  promoting  health-seeking  behav- 
iors; (4)  to  limit  complications  of  infections  by  providing 
early  treatment  to  symptomatic  and  asymptomatic  in- 
fected individuals;  and  (5)  to  limit  disease  transmission 
within  the  community  through  the  above  efforts. 

These  objectives  were  used  as  a framework  for  the 
current  United  States  program  regarding  STDs,  which 
consists  of  the  following  components:  (1)  health  edu- 
cation and  promotion,  (2)  disease  detection  through 
testing  and  other  means,  (3)  appropriate  treatment,  (4) 
contact-tracing  and  patient  counseling,  (5)  clinical 
services,  (6)  training,  and  (7)  research. 

The  Challenge  of  AIDS  Control 

It  might  seem  reasonable  to  extend  the  experience 
in  preventing  the  spread  of  other  STD  infections  to 
AIDS.  The  objectives  established  by  WHO/PAHO  and 
the  components  of  the  current  national  STD  program 
are  certainly  applicable  to  AIDS.  However,  AIDS 
presents  a much  different  social  problem  than  other 
STD  infections.  Since  there  is  no  cure  for  AIDS  and 
no  protection  beyond  avoiding  or  making  safer  inti- 
mate contact  with  infected  individuals,  those  infected 
with  the  virus  must  be  sexually  isolated  from  uninfect- 
ed persons.  A condom  barrier  offers  some  but  not 
complete  protection.  Avoidance  of  sexual  contact  and 
use  of  shared  needles  are  the  only  sure  protections. 

Further,  the  stigma  that  accompanies  a diagnosis  of 
AIDS,  based  on  fear  and  society’s  attitude  toward  IV 
drug  abusers  and  homosexuals,  presents  a factor  be- 
yond the  control  of  the  infected  individual  or  medi- 
cine. An  HIV-seropositive  individual  who  might  live 
five  years  or  much  longer  with  no  overt  health  prob- 
lems, once  identified  in  a community,  may  be  subject 
to  many  and  varied  discriminations — by  family  and 
loved  ones,  by  neighbors  and  friends,  by  employers 
and  fellow  employees,  and  by  other  providers  of  ser- 
vices. 

As  with  prevention  and  control  of  all  contagious 
diseases,  prevention  and  control  of  AIDS  involves  two, 
sometimes  competing,  concerns.  First,  the  person  who 
is  afflicted  with  the  disease  needs  compassionate  treat- 
ment, and  neither  those  who  have  the  disease  nor  those 
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who  have  been  infected  with  the  virus  should  be  sub- 
jected to  irrational  discrimination  based  on  fear,  prej- 
udice or  stereotype.  Second,  and  of  critical  impor- 
tance, the  uninfected  must  be  protected;  those 
individuals  who  are  not  infected  with  the  AIDS  virus 
must  have  every  opportunity  to  avoid  transmission  of 
the  disease  to  them. 

The  Need  for  a National  Policy  on  AIDS 

Given  the  growing  dimensions  of  the  crisis  and  giv- 
en limited  national  resources,  it  is  imperative  that  a 
national  policy  be  developed  jointly  by  the  public  and 
private  sectors.  Such  a policy  must  seek,  in  a cost-ef- 
fective way,  to  achieve  fundamental  national  goals: 
prevention,  treatment,  and  cure — and  adequate  re- 
search in  all  three  areas.  A coherent  national  ap- 
proach to  this  modern  killer  is  needed:  a comprehen- 
sive blueprint  for  a national  response,  not  piecemeal 
solutions.  Knowledge  of  the  disease  is  now  more  than 
six  years  old  and  the  growing  magnitude  of  the  prob- 
lem has  been  apparent  for  nearly  that  long. 

Such  a national  policy  must  have  certain  character- 
istics: 

• The  policy  must  be  comprehensive,  proceeding 
simultaneously  on  the  fronts  of  prevention,  treatment, 
and  research. 

• The  policy  must  be  coordinated  between  public 
and  private  sectors  and  between  the  different  levels  of 
government.  A national  policy  does  not  necessarily 
mean  a federal  policy:  there  are  important  roles  at  all 
levels  of  the  health  care  systems  and  at  all  levels  of 
government.  Nor  does  it  necessarily  mean  uniformity: 
on  certain  issues  different  approaches  should  be  tried 
to  determine  efficacy. 

• The  policy  must  be  carefully  balanced.  For  ex- 
ample, concern  for  the  person  with  the  disease  must 
be  balanced  with  concern  for  those  who  do  not  have 
the  disease  but  who  may  become  infected.  Similarly, 
careful  consideration  must  be  given  to  directing  scarce 
resources  to  increased  prevention,  even  as  increasingly 
large  resources  are  necessarily  devoted  to  research  and 
treatment. 

• The  policy  must  be  based  on  scientific  informa- 
tion and  medical  judgments.  Although  policy  choices 
must  inevitably  be  made,  they  should  be  formed  on 
the  best  available  information  and  on  the  extensive 
public  health  experience  in  dealing  both  with  AIDS 
and  with  other  contagious  diseases. 

• The  policy  should  be  nonpartisan.  Although  it 
may  be  tempting  to  play  on  fears  and  prejudices,  pub- 
lic figures  and  officials  both  inside  and  outside  the 
health  community  should  avoid  exploiting  the  crisis  for 
partisan  political  advantage. 

• The  policy  should  be  capable  of  continuous  re- 
view and  modification  as  more  and  better  information 
becomes  available. 

Recommendation  1:  A commission,  modeled 
after  the  commission  which  made  recommenda- 
tions on  the  problems  of  Social  Security  financ- 
ing in  the  early  1980s,  should  be  constituted  with 
representatives  from  the  Executive  branch  of  the 
federal  government,  the  Congress,  state  and  lo- 
cal government,  and  the  private  sector  and  di- 
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rected  to  develop  a consensus  position  for  con- 
sideration by  the  Congress,  the  Executive  branch, 
state  and  local  governments  and  private  associ- 
ations and  institutions.  The  presidential  commis- 
sion announced,  but  not  yet  appointed,  by  the 
Administration  could  be  broadened  to  imple- 
ment this  recommendation.  A high-level  body 
with  representatives  from  the  different  branches 
and  levels  of  government,  but  operating  to  the 
side  of  the  more  formal  political  processes,  may 
have  the  best  chance  of  forging  the  necessary 
national  consensus  which  can  then  become  the 
basis  for  concerted  and  coordinated  action  by 
both  the  public  and  private  sectors. 

The  Special  Role  of  Physicians  and  Other 
Health  Care  Counselors 

Because  there  is  no  cure  for  AIDS,  effective  pre- 
ventive techniques  are  vital.  This  involves  both  those 
who  are  infected  and  those  who  are  not.  Those  who 
are  infected  must  be  identified  so  that  they  will  not 
unknowingly  transmit  the  disease  to  others.  Many  who 
are  not  infected  will  need  to  change  their  behavior 
substantially  to  minimize  their  risk  of  infection  by  the 
AIDS  virus. 

The  key  to  changed  behavior  is  public  education 
coupled  with  counseling  which  must  be  given  by  phy- 
sicians and  other  health  care  counselors. 

Public  Awareness 

The  public  is  well  aware  of  AIDS  in  a general  sense. 
The  attention  of  the  media  has  been  intensively  fo- 
cused on  the  disease.  Translating  general  awareness 
into  modifications  of  behavior  is  the  challenge. 

The  groups  that  are  most  at  risk  for  AIDS,  e.g.,  IV 
drug  abusers,  homosexuals,  bisexuals,  and  prostitutes, 
have  reason  to  know  they  are  at  risk.  Their  contacts, 
however,  may  not  know  they  are  at  risk  and  hence 
spouses,  unborn  babies,  and  premarital  and  extramar- 
ital sexual  partners  may  become  infected.  Education 
and  counseling  aimed  at  the  high-risk  groups  must  be 
the  first  priority.  The  education  should  urge  immedi- 
ate counseling  with  a physician  or  other  health  care 
counselor  about  the  risk  of  AIDS,  the  uses  of  antibody 
testing  and  preventive  measures. 

Also,  it  must  be  recognized  that  persons  in  these 
groups  may  not  respond  to  education  and  counseling 
and,  when  they  do  not,  more  aggressive  programs — 
such  as  expanded  methadone  maintenance  programs 
or  penalties  for  knowingly  exposing  others— must  be 
considered. 

Education  aimed  at  the  more  general  population  is 
difficult  for  at  least  two  reasons.  First,  reaching  all 
Americans  with  an  effective  message  can  be  expensive 
and  not  all  people  respond  in  the  same  way  or  to  the 
same  method  of  learning.  Messages  must  therefore  be 
tailored  to  the  target  audience  in  question.  Second, 
preventive  messages  must  necessarily  deal  with  con- 
troversial subject  matter.  Widespread  use  of  the  elec- 
tronic media — especially  television — appears  to  be  the 
most  effective  way  to  reach  the  general  public.  Ac- 
cordingly, public  service  advertising  on  the  electronic 
media  must  be  greatly  increased,  and  these  announce- 
ments must  be  shown  at  times  and  in  places  where 
they  will  be  viewed  by  those  who  need  the  message 


most. 

The  AMA  will  continue  its  efforts  to  place  its  own 
public  service  ads  on  national  television.  AMA’s  Tony 
Danza  public  service  advertisement  (PSA)  directed  at 
teenagers  about  abstinence  and  condoms,  and  other 
PSAs  which  the  networks  have  agreed  to  use,  are  sig- 
nificant first  steps.  But,  more  must  be  done  and  it  must 
be  nationally  coordinated. 

Recommendation  2:  The  communications  indus- 
try must  develop  voluntary  guidelines  for  public 
service  advertising  regarding  AIDS  in  consulta- 
tion with  the  health  care  community  and  gov- 
ernment officials.  The  AMA  intends  to  be  a cat- 
alyst in  this  effort  to  immediately  bring  the 
communications  and  health  care  communities 
together. 

Counseling — And  Educating  Counselors 

Perhaps  the  greatest  need  at  the  present  time  is  ef- 
fective counseling  of  both  low-risk  and  high-risk  pop- 
ulations by  physicians  or  other  health  care  counselors. 
A massive  education  effort  for  physicians  and  other 
counselors  is  necessary  as  a first  step.  Complete  and 
accurate  information  on  the  disease,  the  modes  of 
transmission,  the  appropriate  application  of  antibody 
testing,  and  effective  ways  to  change  behavior  must  be 
understood  by  counselors  if  it  is  to  be  properly  com- 
municated to  patients.  In  conjunction  with  face-to-face 
counseling,  printed  materials — like  the  Surgeon  Gen- 
eral’s recent  36-page  report  on  AIDS — should  be 
widely  disseminated. 

Even  more  challenging  than  preparing  physicians 
and  others  for  generic  counseling  on  AIDS  is  prepar- 
ing these  counselors  to  assist  those  who  test  positive 
and  are  infected  with  the  virus.  It  is  at  that  time  that 
a change  of  behavior  on  the  part  of  the  person  infect- 
ed is  most  critical,  and  it  is  then  that  the  most  sophis- 
ticated counseling  is  required  due  to  the  emotional  im- 
pact of  the  test  results.  There  is  no  higher  prevention 
priority  than  ensuring  that  the  community  of  individ- 
uals who  provide  health  care  counseling  be  given  ad- 
equate tools  to  be  effective.  And  the  AMA,  as  the 
largest  organization  of  physicians  in  the  world,  must 
take  a leading  role  in  this  undertaking. 

Recommendation  3:  A conference  should  be  im- 
mediately held  between  the  AMA,  other  physi- 
cian organizations  and  public  health  officials  at 
all  levels  of  government  to  determine:  (1)  the 
types  of  education  and  training  that  are  neces- 
sary for  effective  counseling;  (2)  the  people  in 
the  health  care  community  who  should  receive 
this  education  and  training;  (3)  the  current  re- 
sources available  for  such  education  and  train- 
ing; (4)  recommendations  for  providing  addi- 
tional resources,  including  consideration  of  the 
respective  roles  of  medical  associations  and  gov- 
ernment at  all  levels;  (5)  recommendations  on 
how  to  update  information  continually  as  new 
scientific  data  are  developed;  and  (6)  recom- 
mendations as  to  alternative  measures  to  pre- 
vent the  spread  of  AIDS  where  education  and 
counseling  are  not  likely  to  be  effective,  partic- 
ularly among  IV  drug  users,  through  such  pro- 
grams as  expanded  methadone  maintenance.  The 
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AMA  will  promptly  and  widely  report  on  the 

conference  findings  and  assist  in  the  implemen- 
tation of  the  conference  recommendations. 

Voluntary  and  Mandatory  Testing 

Knowledge  that  a person  is  infected  with  the  AIDS 
virus  can  be  the  crucial  predicate  to  changing  behav- 
ior. Thus,  testing  for  an  antibody  to  the  AIDS  virus, 
when  used  in  conjunction  with  appropriate  counseling 
(and  when  offered  in  the  context  of  appropriate  anti- 
discrimination  and  confidentiality  protections  dis- 
cussed below),  serves  the  important  public  health  pur- 
pose of  providing  impetus  for  behavior  changes  that 
minimize  the  risk  of  transmitting  the  AIDS  virus. 

Clearly,  the  need  for  HIV-antibody  testing  has  ex- 
panded beyond  its  original  purpose,  the  screening  of 
blood  donors.  Guidelines  for  the  appropriate  use  of 
HIV-antibody  testing  must  center  on  the  following 
justifications:  (1)  to  identify  infected  persons  and  to 
offer  treatment  where  possible  and  to  protect  unin- 
fected third  parties,  (2)  to  offer  education  and  coun- 
seling that  would  modify  high-risk  behavior,  (3)  to  so- 
licit patient  cooperation  for  locating  and  referring  sex 
partners,  and  (4)  to  obtain  broadened  epidemiological 
statistics  on  the  prevalence  of  HIV  infection  in  the 
population. 

In  addition,  in  considering  the  merits  of  voluntary 
versus  mandatory  testing,  these  facts  about  AIDS  must 
be  kept  in  mind:  (1)  AIDS  is  caused  by  an  infectious 
agent,  and  therefore  is  an  infectious  disease.  Appro- 
priate precautions,  procedures,  and  policies  should  be 
applied  to  protect  the  community  from  the  spread  of 
the  disease.  (2)  The  extent  to  which  the  AIDS  virus 
already  has  spread  into  the  general  population  is  not 
completely  understood.  Current  projections  are  based 
on  a number  of  unverified  assumptions.  (3)  The  trans- 
mission of  the  AIDS  virus  does  not  occur  through  cas- 
ual contacts.  Sexual  contact,  septic  intravenous  equip- 
ment, and  the  administration  of  infected  blood  and 
blood  products  are  the  main  modes  of  transmission. 
(4)  Heterosexual  transmission  of  the  AIDS  virus,  es- 
pecially from  males  to  females,  does  occur.  (5)  Sero- 
positive pregnant  females  will  transmit  the  virus  to  their 
babies  in  a high  percentage  of  cases.  (6)  Health  care 
workers,  especially  those  who  perform  invasive  sur- 
gical procedures,  and  emergency  room  and  laboratory 
personnel,  are  at  some  risk  when  caring  for  AIDS  pa- 
tients. (7)  No  patient  with  a clinical  case  of  AIDS  has 
survived  the  disease.  The  disease  has  been  uniformly 
fatal.  (8)  The  disease,  not  its  victims,  is  the  threat  from 
which  society  must  be  protected.  (9)  The  confidential- 
ity of  the  doctor-patient  relationship  is  vitally  impor- 
tant but  not  absolute.  (10)  Physicians  have  an  ethical 
and  professional  obligation  to  behave  in  a scientifically 
responsible  manner. 

All  of  these  considerations  guided  the  Board  of 
Trustees  as  it  considered  the  issues  that  have  been 
raised  by  the  wide  variety  of  proposals  for  HIV-anti- 
body testing  that  are  being  discussed  in  society. 

General  Conclusions 

Except  for  individuals  in  the  limited  categories  list- 
ed in  Recommendation  5 below  (blood,  organ  and  se- 
men donors,  immigrants,  military  personnel,  prison 
inmates)  with  regard  to  whom  testing  serves  well-es- 
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tablished  and  well-accepted  protection  goals,  manda- 
tory national  testing  should  not,  at  present,  be  broadly 
extended. 

Military  personnel  have  traditionally  been  subject 
to  mandatory  immunizations  and  our  defense  forces, 
of  course,  must  be  as  strong  as  possible.  Prison  in- 
mates, because  they  are  confined  and  have  a higher 
incidence  of  high-risk  individuals  than  the  general 
population,  require  special  protection.  Immigrants 
should  be  tested  so  that  we  can  focus  on  the  AIDS 
problem  already  here,  and  the  nation  certainly  has  the 
right  to  bar  entrants  with  communicable  diseases.  The 
need  to  test  donors  of  blood,  organs  and  semen  has 
never  been  questioned. 

Public  health  authorities  have  advanced  a plausible 
premise  for  their  opposition  to  mandatory  testing  of 
homosexuals  and  drug  abusers:  such  testing  will  only 
drive  people  underground  and  away  from  the  health 
care  system.  Public  health  authorities  also  have  ad- 
vanced a premise  for  not  requiring  mandatory  testing 
of  large  segments  of  the  general  population,  such  as 
all  those  seeking  marriage  licenses  or  all  those  admit- 
ted to  hospitals:  such  testing  in  low  prevalence  popu- 
lations would  result  in  a high  proportion  of  false  posi- 
tives, and  would  not  be  cost-effective,  given  the 
demand  for  voluntary  testing  and  the  shortage  of  test- 
ing and  counseling  resources  for  those  who  want  them 
voluntarily  or  who  will  want  them  following  effective 
public  awareness  campaigns. 

Until  those  premises  are  shown  by  superior  studies 
to  be  incorrect,  a policy  regarding  mandatory  testing 
which  has  been  rejected  by  the  vast  majority  of  public 
health  officials,  including  the  Centers  for  Disease 
Control  and  the  Surgeon  General,  cannot  be  recom- 
mended. 

But  certain  high-risk  groups  should  be  regularly 
tested,  with  a right  to  informed  consent  and  to  refuse 
the  test.  Those  groups  are  defined  in  Recommenda- 
tion 6. 

In  addition,  physicians  and  other  hospital  personnel 
involved  in  invasive  surgical  procedures  who  necessar- 
ily and  unavoidably  come  in  contact  with  the  blood  of 
patients,  need  to  be  aware  of  their  risks.  Limited  reg- 
ular testing  of  patients  will  assure  that  the  CDC  guide- 
lines for  the  protection  of  hospital  personnel  are  fol- 
lowed rigorously  and  will  further  assure  that  all  patients 
receive  prompt  and  full  treatment.  The  Board  empha- 
sizes here  that  physicians  have  a long  and  honored  tra- 
dition of  tending  to  patients  afflicted  with  infectious 
diseases  with  compassion  and  courage.  That  tradition 
must  and  will  be  continued  throughout  the  AIDS  epi- 
demic. 

Because  the  risk  to  health  care  personnel  will  be 
slight  in  most  areas,  any  effort  at  mandatory  testing  of 
certain  kinds  of  patients  should  be  instituted  after  vol- 
untary testing  has  failed  and  where  a variety  of  fac- 
tors, e.g.,  the  costs  and  availability  of  proper  testing 
and  counseling  as  measured  against  the  risk  presented 
by  the  relative  presence  of  a high-risk  patient  popula- 
tion, weigh  in  favor  of  mandatory  testing. 

The  AMA  does  not  believe  it  appropriate  at  this 
time  to  extend  regularly  offered  testing  to  persons  oth- 
er than  those  listed,  e.g.,  recommended  testing  should 
not  be  extended  to  all  individuals  anywhere  who  are 
considering  marriage  or  to  all  persons  in  hospitals. 
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Decisions  about  whether  there  should  be  generally 
recommended  testing  to  other  types  of  individuals 
should,  at  this  time,  be  left  to  the  decision  of  the  local 
community  depending  on  its  own  circumstances  and 
the  judgments  of  its  own  public  health  officials. 

At  present,  each  case  of  AIDS  must  be  reported  by 
the  individual  physician  to  state  public  health  authori- 
ties either  by  name  or  identifier.  Anonymous,  or  if 
carefully  implemented,  confidential  reporting  should 
also  be  extended  to  all  confirmed  instances  of  persons 
infected  with  AIDS  virus  but  not  afflicted  with  AIDS 
Related  Complex  (ARC)  or  AIDS.  Individuals  who 
are  seropositive  for  the  HIV  antibody  are  infected  with 
the  virus  and  can  spread  the  disease  as  certainly  as 
those  with  symptoms  of  AIDS.  A sound  epidemiologic 
understanding  of  the  potential  impact  of  AIDS  on  so- 
ciety requires  the  reporting  of  those  who  are  con- 
firmed as  testing  positive  for  the  antibody  to  the  AIDS 
virus. 

Testing  Recommendations 

Recommendation  4:  Tests  for  the  AIDS  virus 
should  be  readily  available  to  all  who  wish  to  be 
tested.  The  tests  should  be  routinely  subsidized 
for  individuals  who  cannot  afford  to  pay  the  cost 
of  their  test. 

Recommendation  5:  Testing  for  the  AIDS  virus 
should  be  mandatory  for  donors  of  blood  and 
blood  fractions,  organs  and  other  tissues  intend- 
ed for  transplantation  in  the  United  States  or 
abroad,  for  donors  of  semen  or  ova  collected  for 
artificial  insemination  or  in-vitro  fertilization,  for 
immigrants  to  the  United  States,  for  inmates  in 
federal  and  state  prisons  and  for  military  per- 
sonnel. 

Recommendation  6:  Voluntary  testing  should  be 
regularly  provided  for  the  following  types  of  in- 
dividuals who  give  an  informed  consent:  (1)  pa- 
tients at  sexually  transmitted  disease  clinics,  (2) 
patients  at  drug  abuse  clinics,  (3)  pregnant 
women  in  high-risk  areas  in  the  first  trimester  of 
pregnancy,  (4)  individuals  who  are  from  areas 
with  a high  incidence  of  AIDS  or  who  engage  in 
high-risk  behavior  seeking  family  planning  serv- 
ices, and  (5)  patients  who  are  from  areas  with  a 
high  incidence  of  AIDS  or  who  engage  in  high- 
risk  behavior  requiring  surgical  or  other  invasive 
procedures.  If  the  voluntary  policy  is  not  suffi- 
ciently accepted,  the  hospital  and  medical  staff 
should  consider  a mandatory  program  for  the  in- 
stitution. 

Recommendation  7:  As  a matter  of  medical 
judgment,  physicians  should  encourage  volun- 
tary HIV  testing  for  individuals  whose  history  or 
clinical  status  warrant  this  measure. 

Recommendation  8:  Individuals  who  are  found 
to  be  seropositive  for  the  AIDS  virus  should  be 
reported  to  appropriate  public  health  officials  on 
an  anonymous  or  confidential  basis  with  enough 
information  to  be  epidemiologically  significant. 

Recommendation  9:  Physicians  should  counsel 


patients  before  tests  for  AIDS  to  educate  them 
about  effective  behaviors  to  avoid  the  risk  of 
AIDS  for  themselves  and  others.  In  public 
screening  programs,  counseling  may  be  done  in 
whatever  form  is  appropriate  given  the  re- 
sources and  personnel  available  as  long  as  effec- 
tive counseling  is  provided. 

Recommendation  10:  Physicians  should  counsel 
their  patients  who  are  found  to  be  seropositive 
regarding  (1)  responsible  behavior  to  prevent  the 
spread  of  the  disease,  (2)  strategies  for  health 
protection  with  a compromised  immune  system, 
and  (3)  the  necessity  of  alerting  sexual  contacts, 
past  (5  to  10  years)  and  present,  regarding  their 
possible  infection  by  the  AIDS  virus.  Long-term 
emotional  support  should  be  provided  or  ar- 
ranged for  seropositive  individuals. 

Recommendation  11:  Patients  should  knowingly 
and  willingly  give  consent  before  a voluntary  test 
is  conducted. 

Resources 

Only  recently  has  Congress  and  the  Administration 
begun  to  seriously  consider  the  vast  resources  needed 
to  deal  effectively  with  AIDS.  Federal  funding  for  1988 
is  expected  to  reach  $1  billion.  But  that  amount  will 
not  be  enough.  The  AMA  endorses  the  bill  introduced 
by  Congressman  Waxman  to  increase  resources  for 
testing  and  counseling. 

Testing  for  the  HIV  virus  in  America  will  require 
substantially  more  resources  than  are  currently  being 
made  available.  Trained  counselors,  materials  for 
counseling,  and  research  on  effective  counseling  ap- 
proaches, for  the  variety  of  population  groups  that  need 
these  services,  are  urgently  required.  Also,  dependa- 
ble testing  facilities  with  sufficient  capacity  to  respond 
to  the  epidemic  are  needed  now.  In  addition,  funds  for 
research  and  care  must  be  increased  to  fully  exploit 
the  nation’s  capacity  to  respond  effectively  to  this  cri- 
sis. 

The  key  premise  of  a prevention  strategy,  when 
there  is  no  vaccine,  is  behavioral  change  on  the  part 
of  those  infected  and  those  at  risk  of  infection  by  AIDS 
virus.  It  is  therefore  crucial  that  there  be  immediate 
and  systematic  studies  conducted  of  how  behavior  of 
affected  groups  may  have  changed  in  recent  years,  and 
if  possible,  what  factors  caused  the  changes.  Most  par- 
ticularly, it  is  necessary  to  study  and  evaluate  the  types 
of  counseling  that  have  been  effective  so  that  the  tech- 
niques may  be  replicated  widely.  There  can  be  little 
question  that  in  a free  society  suasion  and  voluntary 
change,  if  effective,  are  far  preferable  to  compulsion. 

Recommendation  12:  Public  funding  must  be 
provided  in  an  amount  sufficient  (1)  to  promptly 
and  efficiently  counsel  and  test  for  AIDS,  (2)  to 
conduct  the  research  necessary  to  find  a cure  and 
develop  an  effective  vaccine,  (3)  to  perform 
studies  to  evaluate  the  efficiency  of  counseling 
and  education  programs  on  changing  behavior, 
and  (4)  to  assist  in  the  care  of  AIDS  patients 
who  cannot  afford  proper  care  or  who  cannot 
find  appropriate  facilities  for  treatment  and  care. 
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Protection  Against  Discrimination 

Anti-Discrimination 

The  AMA  believes  strongly  that  AIDS  victims  and 
those  who  test  positively  for  the  antibody  to  the  AIDS 
virus  should  not  be  treated  unfairly  or  suffer  from  ar- 
bitrary or  irrational  discrimination  in  their  daily  lives. 
Last  year,  the  AMA  filed  a friend  of  the  court  brief  in 
School  Board  of  Nassau  County  v.  Arline,  a case  be- 
fore the  Supreme  Court  which  addressed  the  question 
of  how  the  federal  handicapped  anti-discrimination  laws 
should  apply  to  persons  afflicted  with  contagious  dis- 
eases. The  AMA  set  forth  a framework  for  the  appli- 
cation of  the  law  which  the  Supreme  Court  adopted, 
quoting  verbatim  from  the  AMA  brief  in  its  key  hold- 
ing. 

A sound  anti-discrimination  approach  does  not  al- 
low reflexive  discrimination  against  AIDS  victims  based 
on  fear  or  stereotype  or  prejudice.  Nor  does  it  require 
that  all  employers  or  other  federal  fund  recipients  au- 
tomatically accommodate  a person  afflicted  with  a 
communicable  disease.  Instead,  based  on  an  indivi- 
dualized analysis  of  the  nature  and  duration  of  the 
handicap  and  the  nature  and  duration  of  the  commun- 
icability, a federal  fund  recipient  must  make  a reason- 
able accommodation  based  on  reasonable  medical 
judgments,  given  the  state  of  medical  knowledge  at 
the  time.  This  sound  framework  for  carefully  balanc- 
ing the  two  competing  concerns — the  right  of  the  vic- 
tim to  be  free  from  irrational  acts  of  prejudice  and  the 
right  of  others  to  be  protected  against  an  unreasonable 
risk  from  disease — should  also  guide  state  anti-dis- 
crimination efforts. 

A key  question  left  open  by  the  Supreme  Court  is 
whether  a person  who  is  not  afflicted  with  AIDS  or 
ARC,  but  who  nonetheless  tests  positive  for  the  anti- 
body, is  protected  by  the  federal  anti-discrimination 
law. 

In  order  to  encourage  people  to  seek  counseling, 
and  testing  if  necessary,  the  AMA  strongly  urges  that 
anti-discrimination  laws  at  both  the  federal  and  state 
levels  be  clarified  either  by  regulatory  interpretation 
or  statutory  amendment  to  cover  those  who  test  HIV 
antibody  positive.  Allowing  irrational  discrimination 
against  those  who  test  positive  serves  no  useful  pur- 
pose: it  only  has  the  destructive  effect  of  removing 
those  who  are  otherwise  productive  members  of  soci- 
ety from  the  work  force  or  otherwise  denying  them 
access  to  an  important  aspect  of  normal  life.  While  the 
federal  law  should  continue  to  apply  only  to  federal 
fund  recipients,  state  laws  should  be  sought  to  prevent 
irrational  discrimination  by  entities  or  individuals  within 
those  jurisdictions. 

Recommendation  13:  Anti-discrimination  laws 
must  be  clarified  or  amended  to  cover  those  who 
test  positive  for  the  antibodies  to  the  AIDS  vi- 
rus. 

Confidentiality 

The  ability  of  the  health  care  community  to  main- 
tain the  confidentiality  of  patient  information  and  re- 
strict its  use  to  only  those  purposes  essential  for  main- 
tenance of  health  is,  like  clarification  of  anti- 
discrimination  laws,  vital  to  an  effective  program  of 
preventing  and  controlling  AIDS.  Even  if  anti-dis- 
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crimination  laws  were  completely  effective,  which  un- 
fortunately is  not  likely,  persons  who  test  positive  (such 
as  those  with  ARC  or  AIDS),  will  suffer  stigma.  Thus, 
confidentiality  is  crucial. 

The  basic  principle  should  be  that  access  to  patient 
information  should  be  limited  only  to  health  care  per- 
sonnel who  have  a legitimate  need  to  have  access  to 
the  information  in  order  to  assist  the  patient  or  to  pro- 
tect the  health  of  others  closely  associated  with  the 
patient. 

As  with  anti-discrimination  laws,  laws  protecting  the 
confidentiality  of  patient  information  should  be  on  both 
federal  and  state  agendas. 

Recommendation  14:  Model  confidentiality  laws 
must  be  drafted  which  can  be  adopted  at  all  lev- 
els of  government  to  encourage  as  much  uni- 
formity as  possible  in  protecting  the  identity  of 
AIDS  patients  and  carriers,  except  where  the 
public  health  requires  otherwise. 

Questions  for  the  Future 

As  the  national  debate  on  prevention  and  control 
of  AIDS  continues,  other  important  issues  will  need 
to  be  addressed. 

Research  and  Data 

There  is  an  urgent  and  critical  need  for  more  sci- 
entifically sound  data  on  the  prevalence  and  spread  of 
virus  in  the  general  population.  At  the  present  time 
only  those  cases  that  meet  the  current  CDC  surveil- 
lance definition  of  AIDS  are  reported  to  that  institu- 
tion. Since  AIDS  is  the  terminal  and  fatal  stage  of  HIV 
infection,  it  represents  only  the  tip  of  the  huge  HIV- 
infection  iceberg.  There  are  protean  manifestations  of 
HIV  infection  ranging  from  infected  asymptomatic  to 
full-blown  AIDS.  How  large  the  base  of  that  iceberg 
really  is — that  is,  how  many  people  are  actually  infect- 
ed— can  only  be  estimated  from  the  number  of  report- 
ed AIDS  cases.  That  has  been  done  by  using  a multi- 
ple (50  to  100  times  the  number  of  AIDS  cases)  that 
has  been  extracted  largely  from  surveys  done  in  high- 
prevalence  areas.  Yet  this  same  multiple  has  been  used 
to  estimate  the  number  of  current  and  potential  HIV- 
infected  persons  in  low-prevalence  areas  and  for  that 
matter  the  entire  country  and  even  the  world.  The 
CDC  itself  is  unsure  about  the  accuracy  of  its  esti- 
mates. Yet  if  economic  and  medical  plans  are  to  be 
made  for  the  future,  reliable  projections  must  be 
available.  How  sufficient  or  exaggerated  these  plans 
may  be  depends  upon  the  accuracy  of  current  and  fu- 
ture estimates  of  HIV-infected  persons,  particularly  as 
to  the  extent  of  its  spread  into  the  low-risk  heterosex- 
ual population. 

Not  only  are  accurate  estimates  of  HIV-infected 
persons  needed,  but  so  too  are  reliable  data  on  the 
rate  conversion  of  asymptomatic  seropositive  persons 
to  clinical  illness,  including  AIDS,  that  requires  in- 
creased medical  care.  This  information  is  important  for 
the  formulation  of  plans  for  the  future  cases  of  poten- 
tially hospitalizable  patients  and  the  economic  consid- 
eration thereof.  HIV  infection  has  protean  manifesta- 
tions and  death  can  result  not  only  fronvAIDS  itself, 
but  from  severe  ARC  or  progressive  CNS  disease  as 
well.  In  order  to  obtain  accurate  information  in  HIV- 
infected  persons  jon  the  rate  of  conversion  from 
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asymptomatic  to  clinically  severe  illness,  baseline  data 
on  their  serologic  status  must  be  obtained  as  early  as 
possible — not  after  clinically  manifest  disease  is  pres- 
ent. The  presence  of  HIV  antibodies  indicates  not  only 
current  infection  with  the  virus,  but  also  that  the  pa- 
tient is  potentially  capable  of  transmitting  the  disease. 
This  follows  from  the  fact  that  HIV  integrates  its  gen- 
ome into  the  host  cell  genome  with  the  result  that  once 
infected,  the  patient  remains  infected  for  life  and  is, 
therefore,  capable  of  lifelong  transmission  of  the 
agent.  The  earlier  the  infected  person  is  detected,  the 
earlier  he  or  she  may  be  advised  of  this  contagious 
state  and  counseled  on  how  to  avoid  further  transmis- 
sion of  this  lethal  virus. 

Recommendation  15:  Consistent  with  the  pro- 
posal by  the  Secretary  of  Health  and  Human 
Services,  a national  study  in  various  areas  of  the 
country  must  be  immediately  undertaken  to  de- 
termine the  prevalence  and  conversion  rate  of 
the  virus  in  the  United  States  population,  and 
the  study  must  be  repeated  at  appropriate  inter- 
vals to  gauge  the  spread  of  the  disease. 

Warning  to  Third  Parties 

One  of  the  more  difficult  issues  for  society  is  how 
to  warn  unsuspecting  spouses  or  sexual  partners  of 
persons  who  test  HIV  positive.  Such  a warning  would 
allow  the  third  party  to  practice  “safer”  sex  or  to  ab- 
stain from  sexual  relations  with  the  infected  person  al- 
together. Given  the  life-or-death  consequences,  the 
unsuspecting  third  party  should,  as  a general  matter, 
be  warned  because  there  is  no  cure  and  because  it  may 
not  be  responsible  to  rely  solely  on  the  infected  person 
to  provide  a suitable  warning. 

Physicians  who  have  reason  to  believe  that  there  is 
an  unsuspecting  sexual  partner  of  an  infected  individ- 
ual should  be  encouraged  to  inform  public  health  au- 
thorities. The  duty  to  warn  the  unsuspecting  sexual 
partner  should  then  reside  in  the  public  health  author- 
ities as  well  as  the  infected  person  and  not  in  the  phy- 
sician to  the  infected  person. 

The  AMA  believes  that  mechanisms,  analogous  to 
those  used  by  public  health  authorities  to  warn  sexual 
partners  about  other  STDs,  should  be  put  in  place  to 
warn  unsuspecting  third  parties  about  an  infected  sex- 
ual partner.  Such  warning  may  bp  appropriate  whether 


the  infected  person  is  bisexual,  heterosexual  or  homo- 
sexual. 

This  problem  raises  the  general  question  of  wheth- 
er anonymous  reporting  should  continue  to  be  the 
standard  for  persons  who  test  seropositive.  Our  rec- 
ommendation at  this  time  is  limited  to  situations 
where  physicians  or  health  officials  already  know  the 
identity  of  the  AIDS  carrier  and  have  reason  to  be- 
lieve a risk  to  third  parties  exists. 

Recommendation  16:  Specific  statutes  must  be 
drafted  which,  while  protecting  to  the  greatest 
extent  possible  the  confidentiality  of  patient  in- 
formation (1)  provide  a method  for  warning  un- 
suspecting sexual  partners,  (2)  protect  physi- 
cians from  liability  for  failure  to  warn  the 
unsuspecting  third  party  but  (3)  establish  clear 
standards  for  when  a physician  should  inform  the 
public  health  authorities,  and  (4)  provide  clear 
guidelines  for  public  health  authorities  who  need 
to  trace  the  unsuspecting  sexual  partners  of  the 
infected  person. 

Sanctions  for  Reckless  Disregard  for  the 
Safety  of  Others 

A related  question  which  must  be  explored  is 
whether  an  infected  person,  who  knows  he  or  she  is 
infected  and  who  knowingly  fails  to  warn  a sexual 
partner  of  the  infection,  should  be  subject  not  just  to 
tort  suits,  but  to  a proceeding  brought  by  state  author- 
ities to  sanction  the  individual. 

Recommendation  17:  Given  the  risk  of  infection 
being  transmitted  sexually,  and  given  the  dire 
potential  consequences  of  transmission,  serious 
consideration  should  be  given  to  sanctions,  at 
least  in  circumstances  where  an  unsuspecting 
sexual  partner  subsequently  finds  out  about  a 
partner’s  infection  and  brings  a complaint  to  the 
attention  of  authorities.  Preemptive  sanctions  are 
not  being  endorsed  by  this  recommendation. 

Conclusion 

The  Board  intends  to  review  its  evaluation  of  the 
developing  AIDS  epidemic  on  a constant  basis.  Mod- 
ifications of  the  AMA’s  positions  will  be  made  as  the 
situation  warrants.  A ^ 
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Introduction 

Although  considerable  controversy  existed  five 
to  ten  years  ago  regarding  conservative  versus 
early  operative  management  for  blunt  renal  trau- 
ma, most  urologists  managing  renal  injuries  to- 
day reserve  early  exploration  for  those  patients 
with  renal  pedicle  injuries,  “shattered”  kidneys 
or  patients  who  are  hemodynamically  unstable. 
The  long-term  complications  of  conservative 
management  are  few,  but  do  include  hyperten- 
sion secondary  to  a “Page”  or  “Goldblatt”  kid- 
ney, arteriovenous  malformations,  renal  artery 
aneurysms,  urinoma  and/or  abscess  formation. 
Because  of  these  possible  complications,  compul- 
sive periodic  follow-up  evaluation  should  be  per- 
formed in  these  patients.  Herein  we  describe  a 
multiple  trauma  patient  who  suffered  a class  2 
renal  injury  that  was  treated  conservatively,  de- 
veloped renovascular  hypertension  with  lateral- 
izing  renin  elevations  at  four  months  after  injury, 
and  was  subsequently  managed  successfully  by 
heminephrectomy. 

Case  Report 

An  18-year-old  previously  healthy  white  man  was  in- 
volved in  a single  car  accident  at  70  mph  while  racing  his 
stock  car  at  a local  track.  Initial  resuscitation  was  accom- 
plished at  an  outlying  hospital  where  the  patient’s  blood  pres- 
sure was  stable  at  130/80  mm  Hg;  he  was  unconscious,  with 
small  pupils  minimally  reactive  to  light  and  urine  that  was 
grossly  bloody  after  a Foley  catheter  was  inserted.  He  was 
transferred  via  helicopter  to  the  University  of  Tennessee 
Medical  Center  in  Knoxville  where  his  trauma  score  was  16 
and  his  injury  severity  score  was  38.  He  was  arousable,  re- 
sponsive to  commands,  and  able  to  move  all  extremities.  There 
were  abrasions  on  the  right  arm,  chest,  and  leg.  His  right 
chest,  abdomen  and  right  costovertebral  angle  were  tender  to 
palpation,  and  his  urine  was  grossly  bloody;  his  blood  pres- 
sure stable  at  140/90  mm  Hg.  The  initial  CBC  count  revealed 
a WBC  count  of  22,700/cu  mm,  hemoglobin  14.1  gm/dl,  and 
hematocrit  of  40.8%.  Electrolytes  were  normal.  Subsequent 
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evaluation  revealed  fractures  of  the  right  9th,  10th,  and  11th 
ribs  with  a pulmonary  contusion  on  chest  x-ray.  A computed 
tomography  (CT)  scan  of  the  head  was  normal;  scan  of  the 
neck  revealed  a non-displaced  fracture  of  C5,  and  a scan  of 
the  abdomen  and  retroperitoneum  revealed  a severe  class  2 
cortico-medullary  laceration  with  minimal  urinary  extravasa- 
tion (Figs.  1 and  2).  There  was  no  evidence  of  other  intra- 
abdominal  injury.  He  was  admitted  to  the  intensive  care  unit 
where  over  the  next  14  days  his  mental  status  returned  to 


Figure  1.  CT  scan  through  abdomen  without  contrast  showing  large 
right  perirenal  hematoma  and  ruptured  kidney. 


Figure  2.  CT  scan  through  abdomen  with  contrast  showing  non-func- 
tioning lower  pole  and  perirenal  hematoma. 
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baseline  and  his  hematuria  cleared.  Although  he  had  a right 
lower  lobe  pneumonia  and  a hemoglobin  drop  to  9.2  gm/dl, 
his  blood  pressure  remained  stable  and  he  was  discharged  on 
the  17th  day  following  admission,  for  follow-up  in  one  month. 

Subsequent  examinations  revealed  good  healing  of  his  neck 
and  rib  fractures  and  a return  of  his  hemoglobin  to  baseline 
levels.  Blood  pressure  readings,  however,  remained  consis- 
tently around  160-170/100-110  mm  Hg  for  three  months.  This 
prompted  readmission  to  the  hospital,  where  renal  arteriog- 
raphy and  renin  values  were  obtained.  The  arteriogram  (Fig. 
3)  revealed  a right  lower  pole  scar  due  to  a segmental  infarct. 
The  renin  values  were  significantly  elevated  on  the  right,  with 
a value  of  4.3  ng/ml  compared  to  1.5  ng/ml  on  the  left  and 
1.1  ng/ml  in  the  inferior  vena  cava.  Because  of  renovascular 
hypertension,  a right  partial  nephrectomy  was  performed  four 
months  after  injury.  Six  weeks  later  a CT  scan  (Fig.  4)  re- 
vealed a normally  functioning  upper  pole  segment.  His  blood 
pressure  was  110/70  mm  Hg  postoperatively,  and  at  follow- 
up three  months  after  surgery,  his  blood  pressure  remains 
110/70  mm  Hg  and  he  has  resumed  his  regular  occupation. 

Discussion 

Renal  injury  accounts  for  approximately  8% 
to  10%  of  patients  seen  for  abdominal  trauma 
secondary  to  blunt  or  penetrating  injuries.1  Blunt 
trauma  accounts  for  about  80%  of  renal  injuries, 
most  commonly  the  result  of  a motor  vehicle  ac- 
cident, fall,  contact  sports,  or  fights.  The  mech- 
anism of  injury  may  be  rapid  deceleration,  caus- 
ing excessive  movement  of  the  kidney,  with 
stretching  of  the  vessels,  which  in  turn  leads  to 
major  vascular  trauma,  or  by  means  of  a direct 
blow,  where  the  kidney  may  internally  be  thrust 
against  the  rib  cage  or  vertebrae,  or  externally 
against  a solid  object  resulting  in  contusion,  lac- 
eration, or  avulsion  of  renal  parenchyma.1 

The  single  most  common  sign  suggesting  renal 
injury  is  hematuria,  some  degree  of  which  occurs 
in  well  over  90%  of  cases  in  most  series.  It  should 
be  emphasized,  however,  that  the  degree  of  he- 
maturia does  not  necessarily  correlate  with  the 
severity  of  the  renal  injury.  Glenn  and  Harvard2 
reported  that  in  44  patients  with  gross  hematu- 
ria, 17  had  insignificant  renal  injury.  On  the  oth- 
er hand,  numerous  authors  have  reported  major 
renal  injuries  to  occur  with  little  or  no  micro- 
scopic hematuria.1  Such  cases,  usually  with  se- 
vere injuries  in  which  the  renal  pedicle  is  either 
avulsed  or  thrombosed,  are  nearly  always  asso- 
ciated with  other  organ  injuries  (splenic  57%, 
hepatic  40%),  and  can  usually  be  diagnosed  be- 
cause of  a high  index  of  suspicion.1 

The  most  commonly  used  nomenclature  di- 
vides renal  trauma  into  three  separate  groups: 
minor  parenchymal  laceration  or  contusion,  ma- 
jor parenchymal  laceration  through  the  cortico- 
medullary  junction  and  often  involving  the  col- 
lecting system,  and  renal  pedicle  injury  or  a 
“shattered”  kidney.3  In  the  1977  Parkland  Hos- 


Figure  3.  Selective  right  renal  angiogram  arterial  (A)  and  venous  (B) 
phases  revealing  segmental  scarring  and  poor  perfusion  of  lower  pole. 


pital  blunt  trauma  series,  which  included  115  pa- 
tients admitted  for  treatment,  there  were  54  class 
1 injuries  (47%),  36  class  2 injuries  (31%),  and 
25  class  3 injuries  (22%). 4 In  a more  recent  series 
of  185  consecutive  renal  injuries  requiring  sur- 
gery, renal  pedicle  damage  from  blunt  trauma 
accounted  for  14%  of  the  cases  seen.5 

The  evaluation  of  renal  injuries  should  be  done 
in  a systematic  fashion,  and  includes  a careful 
history,  physical  examination,  and  urinalysis. 
Whether  the  initial  study  for  renal  evaluation 
should  be  an  intravenous  pyelogram  or  CT  scan 
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mainly  depends  upon  the  availability  of  a CT  unit 
for  emergency  studies  and  the  preference  of  the 
treating  physician.  There  is  little  doubt  that  CT 
scans  have  several  advantages  over  pyelography 
or  arteriography,  which  include  three-dimensional 
views,  non-invasiveness,  excellent  definition  of 
parenchymal  lacerations,  clear  demonstration  of 
extravasation,  precise  outline  of  non-viable  tissue, 
definition  of  extent  and  size  of  surrounding  hema- 
tomas, and  detection  of  associated  organ  injury.1 
Since  it  is  now  pretty  much  the  standard  of  care  to 
use  CT  to  evaluate  the  abdomen  after  blunt  trau- 
ma, concomitant  evaluation  of  the  kidneys  and 
retroperitoneum  are  obtained,  allowing  one  to  de- 
termine what  type  of  management  is  necessary. 

The  decision  for  surgical  or  medical  manage- 
ment of  a patient  with  blunt  renal  trauma  should 
be  based  on  the  clinical  status  of  the  patient  and 
the  previously  mentioned  classification.  The  de- 
cision should  not  be  made  without  proper  radio- 
logic  definition  of  the  injury.  Once  the  extent  of 
the  injury  is  defined,  then  treatment  may  be  se- 
lected, based  objectively  on  expected  eventual 
complications.  Eighty-five  to  ninety  percent  of 
blunt  renal  injuries  are  minor,  with  renal  contu- 
sion or  superficial  cortical  laceration.  These  in- 
juries are  uniformly  managed  nonoperatively, 
with  few  serious  sequelae;  they  do  not  lead  to 
hypertension,  abscess,  loss  of  renal  function,  or 
delayed  bleeding.  Although  there  may  be  asso- 
ciated injuries,  they  are  much  less  common  than 
in  the  patients  with  a more  severely  damaged 
kidney.1-6 

Ten  to  fifteen  percent  of  patients  who  suffer 
blunt  renal  trauma  suffer  major  injuries,6  such  as 
lacerations  through  the  cortex  and  medulla  with- 
out extravasation,  laceration  through  the  cortex 
and  medulla  with  extravasation,  and  vascular  in- 
juries. Vascular  injuries  obviously  need  surgical 
correction  as  quickly  as  possible,  though  there  is 
controversy  as  to  whether  early  exploration  or 
conservative  mangement  is  appropriate  when  a 
deep  laceration  occurs  with  or  without  extrava- 
sation. The  primary  difficulty  lies  in  determining 
which  patient  will  not  suffer  complications  with 
nonoperative  management.  The  specific  indica- 
tions for  renal  exploration  should  include  ex- 
panding or  uncontained  hematoma,  pulsatile  he- 
matoma, moderate  to  severe  urinary  extravasation, 
nonviable  renal  parenchyma,  and  vascular  injury. 
Though  major  cortical  lacerations  and  shattered 
kidneys  with  fragments  contained  within  Gerota’s 
fascia  will  heal,  delayed  bleeding  and  hypertension 
may  occur,6  and  when  managed  conservatively, 
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Figure  4.  Postoperative  CT  scan  showing  good  function  of  remaining 
upper  pole  segment. 


such  patients  should  stay  at  bed  rest  from  10  to  14 
days  and  have  periodic  long-term  follow-up.  Using 
these  criteria  and  the  important  surgical  principle  of 
midline  approach  with  early  control  of  the  renal 
vessels  when  exploration  is  performed,  the  inci- 
dence of  nephrectomy  is  less  than  10%  and  sec- 
ondary nephrectomy  around  2%  .6 

Early  complications  of  conservatively  managed 
renal  trauma  include  delayed  bleeding,  abscess 
formation,  urine  extravasation,  sepsis,  fistula  for- 
mation, and  hypertension.  Late  complications  in- 
clude arteriovenous  fistula  formation,  hydrone- 
phrosis, calculus  formation,  chronic  pyelonephritis, 
pain,  and  persistent  hypertension.  Fortunately, 
most  of  these  complications,  including  significant 
hypertension,  are  unusual. 

The  exact  incidence  of  hypertension  following 
renal  trauma  is  unknown,  but  it  is  relatively  small.7 
In  most  instances  it  is  transient,  and  usually  re- 
solves within  the  first  six  weeks  after  injury,  but  it 
may  occur  as  late  as  ten  years  or  longer  after  in- 
jury. Since  Goldblatt8  in  1934  demonstrated  that 
renal  artery  stenosis  could  produce  hypertension 
in  dogs,  and  Page9  showed  in  1939  that  cellophane 
wrapped  kidneys  produced  hypertension  in  dogs, 
renovascular  hypertension  in  man  has  been  rec- 
ognized. Braasch  and  Strom10  reported  in  1943 
that  three  of  50  patients  who  suffered  renal  trauma 
developed  hypertension,  which  was  subsequently 
relieved  by  nephrectomy,  and  in  1955  Engel  and 
Page11  reported  the  case  of  a 19-year-old  man  with 
hypertension  developing  from  a subcapsular  he- 
matoma. Glenn  and  Harvard2  reported  hyperten- 
sion in  five  of  84  patients  following  renal  trauma, 
and  eight  similar  cases  of  hypertension  from  sub- 
capsular hematomas  were  reported  by  Downs  and 
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Hewett  in  1962. 12  Since  then,  this  phenomenon 
has  been  well  recognized  and  reported  by  others. 

The  mechanisms  of  posttraumatic  renal  hyper- 
tension include  parenchymal  compression  from 
hematomas  (Page  kidneys),  and  renal  artery  ste- 
nosis or  segmental  arterial  occlusion,  analogous  to 
the  Goldblatt  kidney.  Because  of  the  possibility  of 
hypertension,  patients  with  significant  renal  trau- 
ma need  to  have  periodic  follow-up.  If  hyperten- 
sion is  found,  appropriate  evaluation  should  be 
undertaken;  this  should  include  arteriography  and 
renin  sampling.  As  in  our  case,  where  a segmental 
infarct  and  lateralizing  elevated  renin  values  were 
found,  the  responsible  lesion  should  be  readily 
recognized.  Treatment  then  consists  of  either  ren- 
al artery  repair,  nephrectomy,  or  partial  nephrec- 
tomy as  the  identifiable  lesion  dictates.  With  ap- 
propriate management,  most  patients’  hyper- 
tension can  be  controlled. 

The  current  trend  in  managing  blunt  renal  in- 
juries is  toward  conservatism  unless  there  is 
hemodynamic  instability  or  pedicle  injury.  It 
should  be  emphasized,  however,  that  since  de- 


layed hypertension  may  develop,  patients  treated 
medically  require  periodic  follow-up.  If  delayed 
problems  do  occur,  renal  preserving  procedures 
can  often  be  performed;  on  the  other  hand, 
nephrectomy  is  more  often  the  result  if  there  is 
immediate  exploration.  r ^ 
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With  tax  reform,  I am  unclear  on  what  new  investments 

my  portfolio  may  need? 

- Professional  Equities  Corporation  - 

I am  working  as  hard  today  as  I was  10  years  ago, 
but  I am  just  not  where  I had  hoped  to  be  financially! 

- Professional  Equities  Corporation  - 

The  children’s  needs  are  more  expensive 
than  I had  envisioned. 

- Professional  Equities  Corporation  - 

I wish  I could  get  my  hands  on  investment  information 

of  substance. 


. . . FOR  A SECOND  OPINION  . . . 

Professional  Equities  Corporation 
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Health  and  Environment  Report 


Health  Risk  Factors  of  Tennessee’s  Teenagers 

ALLEN  BOLTON  and  EVELYN  ROBERTS 


For  several  years  the  Health  Promotion  Section 
of  the  Tennessee  Department  of  Health  and  Envi- 
ronment, in  an  effort  to  effectively  direct  health 
education,  has  sought  valid  information  on  the 
health-related  beliefs  and  behaviors  of  teenagers  in 
the  state.  National  school  health  education  evalua- 
tion specialists  have  also  expressed  the  need  for 
further  research  to  validate  the  health  practices  of 


From  the  Tennessee  Department  of  Health  and  Environment, 
Nashville. 


teenagers.1  In  June  1986,  the  Teen  Wellness  Check 
(TWC)  Research  Project  was  commissioned  to  ac- 
complish this  task  in  Tennessee. 

During  the  1986/1987  school  year,  a represen- 
tative study  of  Tennessee’s  9th  and  12th  graders 
was  conducted.  The  University  of  Tennessee  De- 
partment of  Health,  Leisure,  and  Safety  assisted 
with  study  design,  data  collection,  and  analysis. 
A computerized  health  risk  appraisal,  the  Rhode 
Island  Teen  Wellness  Check,  was  used  to  collect 
information  from  students  in  the  classroom.  The 


Don't  eat  from  4 food  groups  daily 
Don't  eat  breakfast  daily 
Eat  junk  food  daily 
Don't  brush  teeth  daily 
Don't  floss  teeth  daily 
No  annual  dental  checkup 
Don't  exercise  3Xs/week 
Any  smoking 

Use  gnokeless  tobacco 
Drink  any  Alcohol 

Drives/Rides  under  the  influence 
Mix  alcohol  and  drugs 
Don't  use  safety  belts  regularly 
Exceed  speed  limit  (lO  mph) 

Highly  stressed 
Cannot  swim 

0 10  20  30  40  50  60  70  80  90  100 

Percent 

Figure  1.  Health  risk  factors  of  Tennessee  9th  and  12th  graders. 
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data  were  aggregated  to  insure  confidentiality  of 
the  students  and  to  provide  a file  for  composite 
analysis.  Seven  schools  were  selected  and  1,506 
students  surveyed.  Fig.  1 provides  an  overview 
of  the  prevalence  rates  for  the  particular  behav- 
iors that  were  assessed.  Analysis  of  the  data  by 
demographic  variables  indicated  differences  in 
rates  between  and  among  different  groups.  The 
topics  of  greatest  concern  to  the  Health  Promo- 
tion Section  are  highway  safety,  nutrition,  fit- 
ness, and  tobacco  use. 

Rates  for  highway  safety  practices  are  perhaps 
the  most  troublesome  because  they  can  have  the 
greatest  impact  upon  the  immediate  health  status 
of  teenagers.  The  majority  of  9th  and  12th  grad- 
ers reported  not  wearing  seatbelts  regularly.  More 
than  one-half  of  the  respondents  admitted  to  ex- 
ceeding the  speed  limit  by  10  miles  per  hour  or 
more,  and  although  not  legally  permitted  to 
drink,  one  out  of  every  three  told  of  driving  or 
riding  with  a driver  under  the  influence  of  alco- 
hol. These  risk  factors  and  the  inexperience  of 
most  teenagers  as  motor  vehicle  operators  make 
motor  vehicle  accidents  the  leading  cause  of  death 
for  persons  15  to  19  years  of  age.2 

Proper  nutrition  practices  were  reported  infre- 
quently, with  one-half  to  three-fourths  of  re- 
spondents indicating  less  than  adequate  nutri- 
tional habits.  Among  teenagers,  diets  consisting 
mainly  of  nutrient-sparse  foods  are  more  typical 
than  diets  including  the  four  basic  food  groups. 
Specifically,  they  do  not  eat  from  the  four  basic 
food  groups  daily,  do  not  typically  eat  breakfast, 
and  regularly  eat  “junk”  food. 

Recent  national  data  indicate  that  adult  Ten- 
nesseans are  among  the  most  physically  inactive 
people  in  the  United  States.3  TWC  data  suggest 
this  trend  toward  sedentary  lifestyles  begins  at  an 
early  age.  One-half  of  the  respondents  admitted- 
ly did  not  employ  “adequate”  personal  fitness 
practices,  defined  as  the  minimal  level  of  aerobic 
activity  required  to  achieve  cardiovascular  bene- 
fit, e.g.,  nonstop  aerobic  activity  for  20  or  more 
minutes,  three  or  more  times  per  week. 

By  the  ninth  grade,  prevalence  rates  for  to- 
bacco use  have  been  established,  indicating  a 
young  age  for  initiation  of  this  behavior.  During 
the  past  decade,  various  studies  have  document- 
ed that  the  number  of  female  smokers  has  in- 
creased and  their  rate,  as  indicated  by  TWC  data, 
is  equal  to  the  smoking  rate  for  men.  A more 
detailed  analysis  of  the  TWC  data  demonstrated 
that  the  men  who  now  use  smokeless  tobacco 
outnumber  those  who  smoke  (Fig.  2).  Many  de- 


Figure  2.  Adolescent  tobacco  use. 


dared  that  they  believe  smokeless  tobacco  to  be 
a safe  alternative  to  cigarettes. 

The  real  benefit  of  research  into  the  identifi- 
cation of  health  risk  factors  of  individuals  is  the 
stimulation  of  actions  taken  to  prevent  or  reduce 
those  risk  factors.  The  data  presented,  while  not 
necessarily  conclusive,  are  at  least  directive.  Sev- 
eral interesting  and  troubling  facts  have  surfaced; 
some  document  previously  held  notions  while 
other  commonly  held  beliefs  are  disproved.  In 
either  case,  the  need  for  corrective  action  is 
clearly  demonstrated.  The  Tennessee  Depart- 
ment of  Health  and  Environment,  through  its 
statewide  Health  Promotion  and  School  Health 
Programs,  will  be  implementing  projects  in  some 
secondary  schools  that  attempt  to  reduce  the  risk 
behavior  of  the  state’s  adolescent  population. 
These  projects  will  target  specific  health  risk  fac- 
tors identified  by  the  TWC  Research  Project.  The 
Department  will  also  be  working  with  other  de- 
partments and  agencies,  interpreting  the  data  and 
assisting  in  the  design  of  appropriate  courses  of 
action.  Other  health  and  education  professionals 
are  encouraged  to  utilize  the  TWC  information 
to  direct  health  promotion  efforts  with  children 
and  adolescents. 

For  further  information  about  the  TWC  Re- 
search Project  or  for  a copy  of  the  complete  report, 
call  or  write:  TWC,  Health  Promotion  Section,  100 
9th  Ave.  North,  Nashville,  TN  37219-5405,  Tel. 
(615)741-7366.  ITZZ? 
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Loss  Prevention  Case  of  the  Month 


Excellent  Care — Unexpected  Result 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

In  a single  car,  high-speed  accident  a 16-year-old  boy  sus- 
tained multiple  contusions  and  fractures,  including  a fracture 
of  the  dorsal  spine  with  significant  displacement,  which  re- 
quired emergency  surgery  to  relieve  and/or  prevent  pressure 
on  the  spinal  cord.  A laminectomy  was  done  at  T-10  within 
the  first  12  hours  of  admission  and  the  patient  stabilized  un- 
eventfully. Within  the  first  48  hours  after  his  surgery,  some 
loss  of  upward  gaze  on  the  left  was  noted,  but  he  denied 
diplopia  and  visual  acuity  seemed  unaffected;  on  examina- 
tion, however,  there  was  some  inability  of  the  left  eye  to  move 
upward  with  the  right  eye.  The  neurosurgeon  who  had  at- 
tended the  patient  initially  called  in  an  excellent  plastic  sur- 
geon with  extensive  maxillofacial  experience  for  consultation. 
Additional  x-rays  of  his  face  revealed  a fracture  of  the  floor 
of  the  orbit  on  the  left  (a  blow-out  fracture),  and  surgery  was 
planned  to  relieve  what  was  felt  to  be  some  entrapment  of 
the  external  ocular  muscles.  Surgery  was  carried  out  unevent- 
fully with  the  reduction  of  the  fracture  of  the  floor  of  the  left 
orbit  and  no  apparent  difficulties  were  noted  during  the  op- 
eration, but  upon  reacting  the  patient  complained  of  loss  of 
vision  on  the  left;  it  never  returned. 

A lawsuit  was  filed,  charging  the  plastic  and  reconstruc- 
tive surgeon  with  negligence  in  the  performance  of  the  oper- 
ation, as  well  as  lack  of  informed  consent.  As  usual,  deposi- 
tions followed  with  expert  witnesses  being  summoned  by  both 
sides.  Though  absolutely  no  justification  was  found  for  the 
charge  of  negligence  related  to  the  surgical  procedure,  nu- 
merous expert  witnesses  were  available  to  testify  that  failure 
to  inform  the  patient  and/or  the  parents  of  this  16-year-old 
boy  of  the  possibility  of  the  loss  of  vision  as  a complication 
of  the  surgery  was  a deviation  from  an  acceptable  standard. 
A trial  followed  and  there  was  a large  jury  award  based  sole- 
ly on  the  lack  of  informed  consent. 

Loss  Prevention  Comments 

More  and  more  lawsuits  are  being  brought  and 
more  and  more  money  is  being  paid  out  because, 
after  a bad  result,  the  plaintiff  patient  believes 
that  he  was  poorly  informed  as  to  the  possible 
consequences  of  a surgical  procedure.  In  this  case, 
this  young  man  had  excellent  care  from  both  his 
neurosurgeon  and  his  plastic  and  reconstructive 


Dr.  Avery  is  chairman  of  the  Loss  Prevention  Committee,  State 
Volunteer  Mutual  Insurance  Company,  Brentwood,  and  medical  di- 
rector for  Ambulatory/Outpatient  Services,  St.  Thomas  Hospital, 
Nashville. 


surgeon.  The  complication  that  occurred,  caus- 
ing him  to  lose  the  vision  in  his  left  eye,  is  ex- 
tremely serious  and  extremely  regrettable,  but  it 
nevertheless  can  and  does  occur  in  this  kind  of 
surgery,  even  when  done  by  experts  in  the  field. 

The  question  normally  is  raised,  “How  much 
documentation  is  necessary  to  avoid  this  kind  of 
lawsuit?”  Our  claims  attorneys  at  SVMIC  say  that 
cases  of  this  type  where  settlements  are  required 
or  awards  are  given  are  those  cases  where  there 
is  no  evidence  in  the  record  of  any  encounter  be- 
tween the  patient  and  the  operating  surgeon  dur- 
ing which  an  attempt  is  made  to  apprise  the  pa- 
tient and/or  family  of  the  potential  risks  and 
benefits  of  the  planned  surgery.  As  was  true  in 
this  case,  the  record  is  simply  silent  on  the  entire 
subject.  The  surgeon  could  not  specifically  re- 
member warning  of  the  possibility  of  blindness, 
however  unlikely,  as  a complication  of  the  sur- 
gery, and  of  course  the  parents  stated  that  there 
was  no  mention  of  such  a complication.  It  is  worth 
emphasizing  that  SVMIC  has  yet  to  lose  or  settle 
a case  because  of  lack  of  informed  consent  where 
there  is  a note  by  the  attending  physician  that  he 
talked  with  the  patient  and  discussed  the  risks, 
and  the  patient  seemed  to  understand  the  es- 
sence of  the  discussion.  Any  discussion  should 
include  any  extremely  serious  complication  that 
can  occur,  i.e.,  death,  blindness,  paralysis,  loss 
of  limb,  so  as  to  provide  the  patient  with  all  of 
the  knowledge  that  he  needs  to  make  an  in- 
formed decision  relative  to  consenting  to  allow 
surgery. 

Patients  have  been  conditioned  to  expect  un- 
realistically good  results  from  our  efforts,  and 
because  of  this,  when  an  unexpected  or  bad  re- 
sult occurs,  patients  will  always  believe  that  they 
should  have  known  about  its  possibility  before 
the  fact  and,  on  occasion,  this  dissatisfaction  will 
result  in  the  filing  of  a lawsuit.  r ^ 
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Tort  Reform 

Very  little  is  being  said  in  the  Tennessee  news  media  about  the  tort  sys- 
tem and  its  reform.  There  was  a great  deal  of  activity  last  year  in  forming  a 
coalition  for  civil  justice  in  an  effort  to  consolidate  the  interest  of  the  varied 
and  many  parties  seeking  relief  from  the  injustices  of  the  current  tort  sys- 
tem. 

The  Governor  had  appointed  a special  task  force  on  tort  reform.  It  heard 
testimony  all  around  the  state  and  reached  conclusions  from  which  many 
useful  recommendations  were  made,  but  the  legislature  failed  to  act  on  these 
recommendations.  When  the  state  legislature  reconvenes  in  January,  one  of 
our  prime  concerns  should  be  persistence  in  trying  to  obtain  changes  in  the 
tort  system. 

Several  problems  are  evident  in  the  current  system.  First,  there  is  a steady 
movement  toward  no  fault  liability  which  increasingly  finds  individuals  liable 
for  damages  even  if  no  wrongdoing  can  be  found  on  their  part. 

Second,  the  plaintiffs'  attorneys  have  developed  a variety  of  questionable 
tactics  and  doctrines  that  shift  the  liability  to  those  with  so-called  deep  pock- 
ets, even  though  they  did  not  cause  the  damages  or  had  a very  limited  role  in  causing  the  damages. 
This  is  particularly  reprehensible  when  the  injured  party  is  to  a large  extent  responsible  for  his  own 
damages. 

Third,  there  has  literally  been  an  explosion  of  unrealistic  awards  for  damages,  particularly  for  non- 
economic damages  such  as  pain  and  suffering  or  punitive  damages. 

Fourth,  the  entire  system  is  inefficient  and  unfair  to  all  parties,  particularly  the  truly  injured  parties 
who  should  receive  compensatory  damages.  Currently  two-thirds  of  the  dollar  cost  of  the  system  is 
absorbed  by  attorneys  and  court  costs  of  this  legal  system. 

In  the  medical  field  the  costs  are  even  greater.  The  direct  costs  are  ever-increasing  malpractice 
premiums  which  must  be  passed  on  to  the  patient.  The  indirect  costs  are  even  greater,  such  as  the 
widespread  practice  of  defensive  medicine  and  the  hidden  cost  to  defend  frivolous  lawsuits.  In  1984 
the  direct  cost  of  malpractice  insurance  and  lawsuits  was  $60.5  billion  or  16.8%  of  the  health  care  cost 
of  the  nation.  This  translates  to  1.76%  of  the  GNP.  This  is  particularly  wasteful  considering  that  only 
30%  to  40%  ever  reaches  the  injured  parties. 

Medicine  is  reacting  to  this  in  a predictable  manner — high-risk  specialties  are  withdrawing  their 
services.  The  availability  of  obstetrical  care  is  the  most  obvious  of  these  services  now  being  withdrawn 
in  Tennessee.  There  are  at  least  12  counties  in  which  no  physician  offers  obstetrical  deliveries.  There 
is  no  reason  to  think  that  we  will  be  spared  the  withdrawal  of  other  specialty  services  such  as  neuro- 
surgery, orthopedics,  etc.  We  can  now  see  this  happening  in  Florida  and  elsewhere. 

The  problem  seems  to  be  apparent  to  all  except  the  trial  lawyers  and  certain  of  the  news  media. 
What  are  the  remedies?  For  starters,  I have  the  following  recommendations:  (1)  Return  to  a true  fault 
based  liability,  based  on  scientifically  credible  evidence  and  opinions.  (2)  Eliminate  joint  and  several 
liability  discouraging  the  deep  pocket  enticement.  (3)  Limit  damages,  particularly  non-economic  losses 
such  as  pain  and  suffering,  to  a reasonable  amount.  (4)  Provide  structured  periodic  payments  rather 
than  lump  sum,  front-end  payments  for  large  awards.  (5)  Reduce  the  inefficiency  of  the  system  by 
limiting  attorneys'  contingency  fees  to  a reasonable  amount  based  on  a sliding  scale.  Ultimately  new 
alternatives  to  resolve  these  disputes  out  of  the  court  system  must  be  developed. 
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editorial/ 


executive  director  of  the  Association,  Mr.  Had- 
ley Williams,  who  had  then  been  with  the  Asso- 
ciation for  nearly  ten  years.  I owe  him  a lot. 

When  Jack  Ballentine  retired  as  executive  di- 
rector of  the  Association  in  1976,  it  was  only  nat- 
ural that  Hadley  would  be  named  to  succeed  him. 
The  magnitude  of  the  job  and  its  tribulations  have 
compounded  in  the  past  few  years,  as  medicine 
has  ceased  being  a sort  of  club  and  pretty  much 
the  private  domain  of  doctors,  and  became 
everybody’s  business — sometimes  it  seems  the 
doctors’  least  of  all — in  a litigious  society  that 
wants  to  say  not  only  how  it  should  be  treated, 
but  also  afterwards  how  it  has  been  treated;  in 
all  of  this  it  is  undeterred  by  ignorance.  During 
his  tenure,  Hadley  has  served  us  well,  and  the 
Association  has  prospered  under  his  direction, 
especially  considering  the  inherent  hazards. 

The  American  Association  of  Medical  Society 
Executives  is  to  the  execs  what  the  AMA  is  to 
doctors,  except  that  its  membership  is  close  to 
100%,  and  includes  executives  in  both  state  and 
local  as  well  as  national  medical  societies.  Its  pri- 
mary function  is  to  help  them  help  us  to  deliver 
health  care  more  effectively  to  the  people  of  this 
country.  Recognition  in  that  organization  came 
to  Hadley  in  1981  with  his  election  to  its  Board 
of  Directors.  To  those  of  us  who  know  him  well 
and  had  worked  closely  with  him  it  seemed  only 
natural  that  he  would  go  to  the  top,  and  he  did. 

On  July  31,  1987,  Mr.  L.  Hadley  Williams,  ex- 
ecutive director  of  the  Tennessee  Medical  Asso- 
ciation, was  installed  as  president  of  the  Ameri- 
can Association  of  Medical  Society  Executives. 
The  Journal  extends  congratulations  and  best 
wishes  to  him,  knowing  that  he  can  fill  that  po- 
sition with  distinction  while  at  the  same  time  still 
serving  TMA  in  the  exemplary  manner  he  always 
has. 

J.B.T. 


Congratulations! 

When  I became  editor  of  the  Journal  in  Janu- 
ary 1972,  I had  had  a six-month  apprenticeship 
under  the  previous  editor,  Rudolph  Kampmeier, 
M.D.,  but  you  couldn’t  say  that  at  the  end  of 
that  time  I knew  much  at  all  about  being  an  ed- 
itor. Though  I turned  often  to  Rudie,  and  to  Ad 
Scoville,  who  was  then,  and  still  is,  the  associate 
editor,  the  nuts  and  bolts  and  the  day-to-day  joys 
and  trials  of  editing  I learned  from  the  assistant 


“Big  Daddy”  Revisited 

Like  the  republic  at  large,  American  Medicine 
(used  here  as  the  doctors  who  comprise  it)  is  di- 
vided, and  along  much  the  same  lines.  We  are 
multi-racial,  we  are  black  and  white,  Protestant, 
Catholic,  and  Jew,  and  none  of  the  above.  Some 
of  us  are  “pro-life”  (usually  more  properly  anti- 
abortion), and  those  who  are  would  say  some  of 
us  are  pro-death,  by  which  they  mean  pro-abor- 
tion and  in  favor  of  the  right  to  die;  some  of  us 
are  split  as  well  on  those  two.  Some  of  us — most 
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of  us — are  in  private  practice,  being  compensat- 
ed by  fee  for  service  as  much  as  we  can;  more 
and  more  of  us,  though,  are  employed  physi- 
cians. Some  of  us  are  Republicans,  some  are 
Democrats,  some  are  liberal  and  some  conserv- 
ative, but  more  often  it  is  true  that  we  are  liberal 
on  some  things  and  conservative  on  others — 
without  consensus. 

On  the  other  hand,  American  Medicine  is  not 
divided  at  all,  except  as  the  republic  itself  is  di- 
vided. If  you  want  to  see  how  we  are  not  divid- 
ed, I commend  to  you  the  most  excellent  inau- 
gural address  of  the  distinguished  President  of  the 
American  Medical  Association,  William  S. 
Hotchkiss,  M.D.,  published  elswhere  in  this  is- 
sue of  the  Journal.  Our  mission  is  to  care  for  the 
sick  and  to  prevent  sickness  in  the  world.  It  is  to 
be  advocates  for  our  patients  when  corporate  or 
governmental  agencies  would  put  fiscal  consid- 
erations before  their  welfare.  It  is  to  combat  me- 
diocrity, and  the  forces  within  and  without  the 
profession  that  encourage  it. 

Neither  the  Democratic  nor  the  Republican 
party — no,  nor  any  of  its  candidates — can  speak 
for  the  individual  citizen  of  the  United  States  in 
every  situation,  even  though  that  is  what  we  elect 
them  to  do.  It  is  that  expectation  that  accounts 
for  the  perpetually  renewed  composition  of  the 
Congress.  It  is  equally  unrealistic,  when  we  can 
have  within  our  own  ranks  such  disparate  orga- 
nizations as,  for  example,  the  Physicians  for  So- 
cial Responsibility  and  the  Association  of  Amer- 
ican Physicians  and  Surgeons,  and  dedicated 
active  workers  in  both  the  Republican  and  Dem- 
ocratic parties,  to  expect  that  American  Medi- 
cine could  have  an  umbrella  organization  that 
could  speak  for  it  on  socioeconomic-political  mat- 
ters, yet  that  is  the  basis  on  which  some  American 
doctors  eschew  membership  in  the  AMA. 

That  sort  of  thing  is  not  what  the  AMA  was 
formed  to  do.  It  is  true  that  much  AMA  staff 
effort  goes  into  legislative  activity,  but  detractors 
of  the  AMA  wrongly  attribute  that  to  attempts 
at  feathering  its  members’  nest.  In  fact,  most  of 
those  efforts  are  aimed  at  protecting  our  patients 
from  intrusion  into  the  doctor-patient  relation- 
ship that  would  result  in  inferior  patient  care  or 
diminished  services.  We  are,  as  Dr.  Hotchkiss 
points  out,  a service  organization — for  service  to 
our  membership,  to  be  sure,  but  that  role  is  rel- 
atively minor.  The  AMA  is  first  of  all  a public 
service  organization.  Of  all  of  the  vast  business 
of  the  House  of  Delegates  conducted  in  Chicago 
in  June,  which  included  264  items,  147  items 


(66%)  were  solely  for  the  benefit  of  the  public, 
and  only  51  items  (19%)  solely  for  the  benefit  of 
doctors  ( all  doctors — not  just  members).  The  re- 
maining 66  items  (25%)  benefited  both. 

Nothing  in  the  large  agenda  consumed  as  much 
of  the  Association’s  time  as  AIDS.  For  some 
months  the  Board  of  Trustees  has  been  assem- 
bling data  and  testimony  on  HIV  infection,  which 
culminated  in  its  report  YY.  After  further  dis- 
cussion in  reference  committee  and  on  the  floor 
of  the  House,  the  version  published  elsewhere  in 
this  issue  of  the  Journal  was  adopted.  Its  17  rec- 
ommendations are,  said  a representative  of  the 
Surgeon-General,  a definitive  work  on  which 
public  policy  can  be  based.  The  report  is  char- 
acterized by  an  overriding  concern  that  there  be 
a judicious  balance  between  the  well-being  of 
those  with  HIV  infection  and  protection  of  the 
public. 

Though  the  AIDS  epidemic  offers  almost  the 
ultimate  challenge,  helping  meet  it  is  the  sort  of 
thing  the  AMA  does  best.  With  its  superb  jour- 
nal it  is  a clearinghouse  for  current  authoritative 
information.  The  AMA  does  not  do  everything 
right,  of  course,  and  in  fact  its  massive  bureau- 
cracy can  sometimes  become  a source  of  painful 
frustration  for  those  of  us  who  on  occasion  work 
within  the  system,  but  it  can  when  it  must  quick- 
ly mobilize  its  impressive  faculties  and  perform 
magnificent  feats.  After  all,  you  have  to  take  it 
all  together,  and  on  balance  the  AMA  is  a mar- 
velous organization  that  deserves  the  support  of 
every  doctor.  Most  of  its  objectionable  features 
would  then  doubtless  vanish. 

Though  there  are  many  things  wrong  with  to- 
day’s practice  climate,  over  which  we  have  no 
control,  there  is  nothing  wrong  with  medicine  it- 
self that  collectively  we  cannot  cure.  If  we  doc- 
tors had  practiced  prevention  in  our  own  house, 
our  practice  climate  might  be  better  today.  For 
the  sake  of  the  future,  we  need  to  be  sure  and 
take  a lesson  from  the  past. 

J.B.T. 


To  a Waterfall 

Ordinarily,  going  up  is  harder  than  coming 
down;  it  gives  you  the  puffs  and  strains  your  calf 
muscles,  among  other  things.  But  suffering  from 
rock  slides  since  I was  there  last,  the  already  steep 
trail  down  to  the  bottom  of  Fall  Creek  Falls  in  a 
state  park  of  the  same  name  in  Bledsoe  and  Van 
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Buren  counties  depends  in  places  upon  tree  blaz- 
es to  announce  its  presence;  it  keeps  you  on  your 
toes,  so  to  speak,  jamming  them  down  into  your 
shoes  and  trying  out  your  ankle  tendons  for  du- 
rability and  tensile  strength.  The  more  or  less  di- 
lapidated trail  down  to  the  Cane  Creek  Cascades 
boasts  the  most  magnificent  stand  of  poison  ivy  I 
have  ever  seen,  and  though  I tried  to  warn  the 
herd  of  young’uns  that  were  galloping  through  it 
that  it  would  give  them  itchy  bumps,  most  of 
them  paid  scant  heed.  I’ve  wondered  how  they 
fared  later  on;  by  paying  careful  attention,  I 
managed  to  avoid  any,  but  it  wasn't  easy.  That 
keeps  you  on  your  toes,  too. 

Undaunted  by  the  threat  of  sore  muscles,  a 
sprain  or  so,  and  weeping  skin,  I took  on  both 
trails  on  a beautiful,  warm,  but  not  stifling  day 
last  week,  and  won — nary  a bleb  or  sprain,  and 
only  a little  bit  of  stiffness  in  trade  for  a marvel- 
ously revitalizing  expedition  (when  one  reaches 
my  age  it  becomes  more  of  an  expedition  than  a 
jaunt,  though  I seemed  to  be  bearing  up  as  well 
on  the  falls  trail  as  the  younger  ones.  I was  about 
to  say  “PTL,”  but  since  I’m  not  sure  of  its  con- 
notation anymore.  I’ll  say  ‘‘Hallelujah”  instead). 

What  I really  say  “Hallelujah”  about  is  that  I 
live  in  Tennessee,  where  such  grandeur  can  be 
an  everyday  experience,  if  you  like,  and  even  if 
it  isn’t  every  day,  whatever  it  is  is  way  ahead  of 
the  everyday  experience  of  the  biggest  part  of  our 
country’s  couple  of  hundred  million  or  so  citi- 
zens. If  you  aren’t  so  inclined,  or  have  tired  blood 
or  achy  joints,  you  don’t  have  to  hike  down  be- 
low the  falls  or  to  the  cascades  to  enjoy  the  park, 
or  even  the  falls;  you  can  ride  up  to  the  overlook 
and  rest  in  the  cool  shade  as  you  watch  the  water 
plunge  over  the  ledge  to  the  pool  a couple  of 
hundred  feet  or  so  below.  If  you  are  looking  for 
tranquility,  the  pool  below  the  cascades  is  no 
place  to  go,  as  it  is  overrun  by  the  young  and 
nimble.  But  no  matter.  If  your  joints  creak,  there 
are  tranquil  trails  that  are  nearly  flat.  And  that 
park  is  just  one  of  many  such  places  in  the  state. 
So  why  would  anyone  want  to  retire  to  Florida 
or  anywhere  else,  and  leave  Tennessee? 

I read  a note  the  other  day  in  my  favorite  in- 
formation source,  the  Wall  Street  Journal,  that 
corporate  acquisitions  are  accelerating  the  pace 
of  employee  relocations.  When  Delta  Airlines 
acquired  Western  Airlines  in  April,  for  example, 
it  moved  1,400  people  within  six  weeks.  The  Em- 
ployees Relocation  Council  says  companies  will 
transfer  6%  more  workers  this  year  than  last,  and 
the  moving  industry  has  had  its  busiest  June  ever. 
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Despite  its  ever-compounding  burden  of  bu- 
reaucratic paperwork,  there  are  still  many  things 
to  be  said  for  the  practice  of  medicine.  It  is  not 
inconsequential  that  you  can  still,  for  the  most 
part,  call  your  shots — and  you  can  live  where  you 
please.  Tennessee  is  bound  to  please  you — for 
lots  of  reasons.  The  next  time  the  PRO  is  on  your 
case,  take  a minute  to  think  about  that.  Try  trad- 
ing the  pain  in  wherever  it  is  the  PRO  gives  it  to 
you  for  some  pain  lower  down — in  your  calf 
muscles — and  enjoy  our  state. 

J.B.T. 


War  Is  Peace 

When  Noah  beached  on  Ararat 
He  found  that  he  had  saved  a cat — 

Or  rather  two,  from  where  the  flood 
Had  left  the  world  submerged  in  mud. 

In  making  up  his  list  he'd  winked; 

He  thought  he’d  make  the  cat  extinct, 

Because  he  knew  and  knew  full  well 
Its  tendency  for  raising  hell. 

But  somehow  in  the  rainy  dark 
Two  cats  had  slipped  aboard  the  ark. 

And  had  triumphantly  survived — 

Malicious,  sly,  and  many  lived. 

Ah,  well,  said  Noah — that  is  that! 

And  put  a curse  upon  the  cat, 

A complex  triple  jointed  curse 
That  can’t  be  reproduced  in  verse. 

And  that  is  why  the  cat  will  play 
And  frisk  and  frolic  all  the  day. 

And  lie  beside  the  fire  and  purr 
And  let  the  children  stroke  its  fur. 

But  it  remembers  after  dark 
The  curse  it  heard  on  Noah’s  ark. 

And  howls  in  ecstasy  of  fright 
A hymn  of  hate  throughout  the  night. 

The  Cat 

Author  unknown  (to  me) 

The  distaff  member  of  a couple  of  my  ac- 
quaintance has  one  of  the  most  magnificent  so- 
prano voices  I know  of  anywhere — on  or  off  the 
operatic  stage.  Her  husband,  on  the  other  hand, 
moves  his  voice  up  and  down  eratically  and  un- 
predictably,  and  since  it  is  a powerful  voice,  the 
consequences  can  be  devastating  in  group  sing- 
ing. Being  devout  Christians,  they  frequently  en- 
gage in  such  activities,  to  the  sometime  conster- 
nation of  those  about  them;  it  bothers  them  not 
at  all,  since  they  are  persuaded  that  God  sees 
past  such  minor  arberrations  into  the  inner  per- 
son. So  far  as  I know,  their  hearts  are  purer  than 
most,  and  in  tune. 
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But  not  their  harmony.  Near  the  end  of  his 
long,  illustrious  career,  Beethoven,  the  paragon 
of  instrumental  composers,  the  master  concert 
pianist,  now  stone  deaf,  wrote  what  stands  in  the 
estimation  of  symphonic  aficionados  as  the  par- 
agon of  symphonies,  his  colossal  Ninth,  or  Cho- 
ral, Symphony.  Though  it  is  magnificent  in  its  or- 
chestration, it  is  its  fourth  movement,  with  its 
magnificent  setting  of  Schiller's  Ode  to  Joy,  that 
sets  it  apart. 

Having  in  his  own  mind,  not  to  mention  those 
of  others,  conquered  the  world  of  instrumental 
music,  Beethoven  confided  that  he  could  go  no 
further  without  the  one  instrument  that  sur- 
passed all  others;  that  instrument  was  the  human 
voice.  Since  by  that  time  he  could  hear  nothing 
at  all,  the  music  is  vocally  tremendously  demand- 
ing, particularly  of  the  soprano  soloist,  but  it  is 
even  more  a tribute  to  Beethoven's  genuis  that 
properly  sung  it  is  music  unsurpassed.  One  of  his 
last  public  appearances  was  to  conduct  its  pre- 
mier; unable  to  hear  the  tumultuous  applause  that 
followed  a brief  moment  of  stunned  silence  at  its 
close,  Beethoven  believed  he  had  failed  in  his  ef- 
forts, until  the  concertmaster  turned  him  about 
to  witness  the  prolonged  standing  ovation  the 
symphony  evoked. 

There  are  those  who  posit  that  since  musical 
instruments  are  a human  invention,  they  are  con- 
sequently not  allowable  in  the  worship  of  God. 
Since  that  is  not  a debatable  subject  with  the 
convinced,  I shall  skip  it,  to  allow,  with  Beethov- 
en, that  however  that  may  be,  there  is  no  ques- 
tion as  to  who  created  the  human  voice,  and  that 
it  can  be  a marvelous  tribute  to  its  Creator. 

It  can  also  work  the  other  way  'round.  When 
I say  that,  I am  not  speaking  of  my  gravel-voiced 
friend.  Though  his  singing  is  an  aesthetic  offense 
to  my  musical  ear,  it  is  uplifting  to  my  Spirit. 
When  I say  it  can  also  work  the  other  way  'round, 

I am  speaking  of  the  hymns  of  hate  that  the  voice 
can  raise — sometimes  in  the  name  of  love,  and 
even  sometimes  in  the  name  of  God.  Those 
hymns  are  not  usually  set  to  music,  though  they 
can  be.  The  Ku  Klux  Klan  maintains  it  only  loves. 
Such  love  is  the  best  advertisement  for  hate  I ever 
saw.  We  need  to  be  careful  what  we  call  love,  or 
we  may  wind  up,  as  in  the  great  society  of  George 
Orwell's  1984,  proclaiming,  “War  is  Peace."  But 
I digress. 

Job  protested  that  truly  we  are  fearfully  and 
wonderfully  made,  but  his  understanding  of 
anatomy  and  physiology  was  fragmentary  at  best. 
Job  did  not  know,  for  example,  that  the  voice  is 


infinitely  varied,  that  like  the  fingerprint  no  two 
are  alike,  and  that  in  fact  the  voiceprint  is  the 
surer  means  of  identification.  The  more  we  learn 
of  ourselves,  the  more  we  confirm  what  Job  dis- 
covered. On  the  other  hand.  Job  knew  enough 
to  be  sure  of  his  statement.  He  knew  enough  not 
to  substitute  cacophany  for  harmony  and  squalor 
for  beauty,  and  call  it  grand,  which  is  so  fashion- 
able these  days.  (War  is  Peace.) 

The  Catechism’s  answer  to  its  first  question  is 
that  the  chief  end  of  man  is  to  glorify  God  and 
enjoy  him  forever.  I would  not  dare  dictate  what 
would  meet  the  requirements  toward  that  end, 
though  I know  some  things  that  would  not  qual- 
ify, but  not  so  many  as  some  might  think.  We 
can  praise  God  in  ways  we  know  not.  Praise  is 
not  just  standing  up  and  singing  and  praying  on 
Sunday  morning.  Praise  involves  a lot  of  nonvo- 
cal activities. 

But  praise  also  involves  vocal  activities. 
Though  standing  up  there  on  Sunday  mornings 
singing  and  praying  are  doubtless  important  parts 
of  it,  they  are  only  a sometime  activity,  and  the 
voice  is  used  every  day,  for  better  or  worse, 
sometimes  directed  toward  God,  but  more  often 
toward  one  of  the  least  of  those,  his  brethren. 
The  voice  can  uplift,  or  it  can  crush. 

What  started  this  was  not  being  depressed  or 
outraged  by  a hymn  of  hate  (either  cat  or  KKK), 
but  by  listening  to  Strauss’  Gypsy  Baron  operet- 
ta. It  is  uplifting.  Actually,  our  cat  emits  only 
loving,  uplifting  sounds,  too,  though  some  of 
those  that  come  around  nights  do  otherwise.  The 
more  or  less  pejorative  poem  that  heads  this  piece 
was  obviously  not  written  by  a cat  lover  (his  name 
escapes  me;  I memorized  his  poem  many  years 
ago).  It  describes  a use  of  the  voice  that  is  nei- 
ther praise  nor  praiseworthy  (except  maybe  to 
other  cats).  The  poem  isn’t  praise,  either,  though 
it  is  sort  of  uplifting,  unless  maybe  you  are  a cat. 

Though  man,  at  least  theoretically,  has  been 
given  more  powers  of  discrimination  than  the  cat, 
one  cannot  always  tell  it.  Man  has  also  been  giv- 
en by  his  Creator  a certain  amount  of  autonomy; 
he  can  choose  to  use  or  not  to  use  his  voice  in 
praise,  or  to  use  it  otherwise.  There  are  a lot  of 
otherwise  uses  going  around;  there  are  too  many 
hymns  of  hate  being  sung,  and  not  all  of  them  by 
cats,  either  (nor  cats  and  the  KKK).  If  all  voices 
that  God  made  were  used  as  intended,  it  might 
not  solve  the  world’s  problems,  but  then  again, 
it  might.  Who  knows?  It  has  never  been  tried.  It 
ought  to  be. 

J.B.T. 
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Thomas  L.  Ray,  age  63.  Died  July  7,  1987.  Graduate 
of  University  of  Tennessee  College  of  Medicine. 
Member  of  Knoxville  Academy  of  Medicine. 


Alvis  D.  Simmons,  age  80.  Died  June  30,  1987.  Grad- 
uate of  University  of  Tennessee  College  of  Medicine. 
Member  of  Knoxville  Academy  of  Medicine. 


new  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

COCKE  COUNTY  MEDICAL  SOCIETY 

H.  Kenneth  Johnson  II,  M.D.,  Newport 

CONSOLIDATED  MEDICAL  ASSEMBLY 
OF  WEST  TENNESSEE 

Ronald  F.  Taylor,  M.D.,  Kingston  Springs 

KNOXVILLE  ACADEMY  OF  MEDICINE 

Joseph  M.  Googe,  Jr.,  M.D.,  Knoxville 
Joseph  L.  Thompson,  III,  M.D.,  Knoxville 

NASHVILLE  ACADEMY  OF  MEDICINE 

Mark  D.  Glazer,  M.D.,  Nashville 
Michael  O.  Koch,  M.D.,  Nashville 
David  M.  Rowe,  M.D.,  Nashville 


per/onol  new/ 


Fred  A.  Guthrie,  M.D.,  Crossville,  has  been  certified 
as  a diplomate  of  the  American  Board  of  Emergency 
Medicine. 

Reinaldo  Olaechea,  M.D.,  Crossville,  has  been  initi- 
ated as  a fellow  of  the  International  College  of  Sur- 
geons. 

Thomas  W.  Orcutt,  M.D.,  Nashville,  has  been  named 
as  councilor  for  the  American  College  of  Surgeons  for 
the  Middle  Tennessee  region. 

The  following  TMA  members  have  been  initiated  as 
fellows  of  the  American  Academy  of  Facial  Plastic  and 
Reconstructive  Surgery:  Stanley  L.  Rise,  M.D.,  Cross- 
ville; and  Charles  W.  Cox,  M.D.,  Jackson. 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Twenty-eight  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during 
June  1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

John  W.  Aver  a,  M.D.,  Oak  Ridge 
David  W.  Bell,  M.D.  Memphis 
Samuel  S.  Binder,  M.D.,  Chattanooga 
Dee  J.  Canale,  M.D.,  Memphis 
David  C.  Chaffin,  M.D.,  Cleveland 
Cully  A.  Cobb,  Jr.,  M.D.,  Nashville 
Thomas  W.  Conway,  M.D.,  Newport 
Bennett  Y.  Cowan,  Jr.,  M.D.,  Bristol 
Tommy  H.  Crunk,  M.D.,  Springfield 
Doran  D.  Edwards,  M.D.,  Madison 
Sandra  A.  Eisele,  M.D.,  Knoxville 
Thomas  C.  Farrar,  M.D.,  Nashville 
Howard  R.  Foreman,  M.D.,  Nashville 
Alan  S.  Henson,  M.D.,  Madison 
Edwin  C.  Jordan,  M.D.,  Clarksville 
Albert  L.  Maduska,  M.D.,  Memphis 
Daniel  C.  Martin,  M.D.,  Memphis 
William  R.  McKissick,  M.D.,  Knoxville 
John  S.  McNulty,  M.D.,  Cleveland 
Robert  W.  Meadows,  M.D.,  Knoxville 
Charles  S.  Mitchell,  M.D.,  Oak  Ridge 
Alan  M.  Nadel,  M.D.,  Memphis 
James  W.  Ness,  M.D.,  Tellico  Plains 
C.  Leon  Partain,  M.D.,  Nashville 
Patricia  F.  Robinson,  M.D.,  Nashville 
Deborah  J.  S.  Ruark,  M.D.,  Hermitage 
Marion  B.  Tallent,  Jr.,  M.D.,  Nashville 
Frank  T.  Varney,  M.D.,  Johnson  City 


announcement/ 

Oct.  10-13 

CALENDAR  OF  MEETINGS 
NATIONAL 

International  Symposium  on  Calcium  An- 

Oct. 10-14 

tagonists:  Pharmacology  and  Clinical  Re- 
search (sponsored  by  NY  Acad  Sci) — New 
York 

American  Society  of  Anesthesiologists — 

Oct.  11-16 

Atlanta 

American  College  of  Surgeons — San  Fran- 

Oct. 12-14 

cisco  Hilton 

Society  for  Medical  Decision  Making — 
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Oct.  15-18 

Oct.  15-18 

Oct.  18-21 

Oct.  18-22 

Oct.  18-22 
Oct.  18-23 

Oct.  19-23 
Oct.  20-25 

Oct.  21-25 

Oct.  22-24 

Oct.  23-29 

Oct.  25-28 

Oct.  25-28 

Oct.  25-30 

Oct.  26-28 

Oct.  26-30 

Oct.  27-Nov 

Nov.  1-4 

Nov.  1-4 

Nov.  2-5 

Nov.  2-7 

Nov.  4-7 
Nov.  4-7 

Nov.  4-8 

Nov.  5-7 

Nov.  6-7 

Nov.  6-11 
Nov.  7-12 
Nov.  7-12 

Nov.  8-10 
Nov.  8-10 
Nov.  8-12 
Nov.  8-13 


Sheraton  Society  Hill  Hotel,  Philadelphia 
American  Association  of  Electromyography 
and  Electrodiagnosis — Hyatt  Regency,  San 
Antonio,  Tex. 

American  Society  of  Internal  Medicine — 
J.  W.  Marriott,  Washington,  D.C. 
American  Neurological  Association — Hil- 
ton & Towers,  San  Francisco 
American  Public  Health  Association — New 
Orleans 

International  Health  Society — New  Orleans 
American  Academy  of  Physical  Medicine  and 
Rehabilitation — Marriott  World  Center, 
Orlando,  Fla. 

American  Academy  of  Occupational  Medi- 
cine— Hyatt  Regency,  San  Francisco 
American  Academy  of  Neurological  and 
Orthopaedic  Surgeons — Alexis  Park  Resort 
Hotel,  Las  Vegas 

American  Academy  of  Child  Psychiatry — 
Sheraton,  Washington,  D.C. 

Child  Neurology  Society — Vacation  Village, 
San  Diego 

American  Society  for  Therapeutic  Radiolo- 
gy and  Oncology — Sheraton,  Boston 
American  Association  for  the  Study  of  Liver 
Disease — Marriott,  Chicago 
Medical  Group  Management  Association — 
Sheraton,  Washington,  D.C. 

Congress  on  Neurological  Surgeons — Con- 
vention Center,  Baltimore 
American  College  of  Gastroenterology — 
Fairmont  Hotel.  Dallas 
American  College  of  Chest  Physicians — 
Marriott,  Atlanta 

American  Medical  Women's  Association — 
Buena  Vista  Palace,  Orlando,  Fla. 
American  Physicians  Art  Association  Meet- 
ing and  Exhibit — San  Antonio,  Tex. 
Southern  Medical  Association — San  Anto- 
nio, Tex. 

Interstate  Postgraduate  Medical  Associa- 
tion— The  Diplomat,  Hollywood,  Fla. 
American  College  of  Emergency  Physi- 
cians— San  Francisco 
American  Cancer  Society — New  York 
American  Medical  Writers  Association — 
Drake  Hotel,  Chicago 
American  Society  of  Cytology — New  Or- 
leans 

Society  for  the  Scientific  Study  of  Sex — 
Westin  Peachtree  Plaza,  Atlanta 
American  Association  of  Neurological  Sur- 
geons and  Congress  of  Neurological  Sur- 
geons Joint  Section  on  Trauma — Marriott 
Orlando  World  Center,  Orlando,  Fla. 
National  Perinatal  Association — Adam's 
Mark  Hotel,  St.  Louis 
American  Association  of  Blood  Banks — Or- 
lando, Fla. 

Association  of  American  Medical  Col- 
leges— Washington  Hilton,  Washington, 
D.C. 

Association  of  American  Physicians  and 
Surgeons — New  Orleans 
Association  for  Hospital  Medical  Educa- 
tion— Washington,  D.C. 

American  Academy  of  Ophthalmology — 
Dallas 

American  Society  of  Maxillofacial  Sur- 
geons— Georgia  World  Congress  Center, 
Atlanta 


Nov.  8-13 
Nov.  8-13 
Nov.  10-13 

Nov.  11-15 
Nov.  11-15 
Nov.  11-15 
Nov.  12-14 
Nov.  14 
Nov.  14-18 
Nov.  16-18 
Nov.  16-19 
Nov.  18-22 
Nov.  21 
Nov.  28-Dec.  4 

Oct.  9-10 
Nov.  3-6 

Nov.  13-15 


American  Society  of  Plastic  and  Recon- 
structive Surgeons — Atlanta 
Association  of  Military  Surgeons  of  the 
United  States — Las  Vegas 
Association  for  Medical  Education  and  Re- 
search in  Substance  Abuse — Crowne  Plaza 
Hotel,  Rockville,  Md. 

Academy  of  Psychosomatic  Medicine — Riv- 
iera Hotel,  Las  Vegas 

Christian  Medical  Foundation  Internation- 
al— Tampa,  Fla. 

International  Congress  of  Gynecologic  En- 
doscopy— Sheraton  Palace,  San  Francisco 
Association  of  Clinical  Scientists — Tampa, 
Fla. 

Association  for  the  Advancement  of  Psy- 
chotherapy— New  York 
American  College  of  Allergists — Marriott 
Hotel/Copley  Plaza,  Boston 
American  Society  of  Bariatric  Physicians — 
Bally’s  Hotel,  Las  Vegas 
American  Heart  Association — Convention 
Center,  Anaheim,  Calif. 

Gerontological  Society  of  America — Wash- 
ington Hilton,  Washington,  D.C. 
Chinese-American  Medical  Societv — New 
York 

Radiological  Society  of  North  America — 
Palmer  House,  Chicago 

STATE 

Tennessee  Pediatric  Society — Chattanooga 
Choo-Choo 

Tennessee  Academy  of  Family  Physicians 
39th  Annual  Scientific  Assembly — Gatlin- 
burg 

Tennessee  Psychiatric  Association  Fall 
Meeting  (in  conjunction  with  American  So- 
ciety for  Adolescent  Psychiatry) — Vander- 
bilt Plaza  Hotel,  Nashville. 


Russell  E.  Miller,  Jr.  Named 
TMA  Executive  Assistant 

Tennessee  Medical 
Association  Executive 
Director  L.  Hadley  Wil- 
liams has  announced  the 
appointment  of  Russell 
E.  Miller,  Jr.  as  Execu- 
tive Assistant.  Miller, 

23,  is  a native  Nashvil- 
lian and  holds  a bache- 
lor of  arts  degree  in 
public  relations/speech 
communications  from 
Auburn  University  accompanied  by  minors  in  journal- 
ism and  industrial  product  design. 

Before  graduation  from  Auburn  in  1986,  Miller  was 
a sports  correspondent  to  the  Associated  Press  Wire 
Service  and  news  writer  for  a local  Auburn  radio  sta- 
tion. 

Mr.  Miller  joins  TMA  having  previously  been  an 
advertising  account  executive  with  an  area  magazine 
and  assistant  buyer  for  a local  retailer. 
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Plan  to  attend: 


A two-day  symposium 
at  Colony  Square 
Atlanta 

April  7-8,  1988 
Registration:  $225 


Symposium 

Co-Chairmen 

David  F.  Apple,  Jr.,  M.D. 
Medical  Director 

Donald  P.  Leslie,  M.D. 

Medical  Director 

High  Quadriplegia  Program 


REGISTRATION  IS 
LIMITED.  Reserve  your  space 
today,  by  sending  a check  for 
$225,  payable  to  Shepherd 
Spinal  Center,  to:  Lesley  M. 
Hudson,  Symposium  Registrar, 
Shepherd  Spinal  Center,  2020 
Peachtree  Road,  N.W.,  Atlanta, 
GA  30309.  Confirmations  of 
early  registrations  and  a sym- 
posium information  packet 
will  be  mailed  in  October. 


“High  Quadriplegia- 
The  Ultimate  Challenge” 


A medical  symposium  address- 
ing the  acute  and  rehabilitative 
care  of  the  C-l  through  C-4 
high  quadriplegic.  Hosted  by 
Shepherd  Spinal  Center  in 
Atlanta,  now  the  nation’s  larg- 
est dedicated  spinal  cord  injury 
hospital.  Issues  to  be  investigated 
include:  medical,  psychosocial 
and  high  tech  approaches  to 
care  and  rehabilitation.  Special 
emphasis  on  ventilator  wean- 
ing, the  interdisciplinary  care 
approach,  phrenic  nerve  pacer 
implants  and  community 
reintegration. 

Symposium  Preview: 

High  Quadriplegics:  They 
Can  Go  Home  Again 

With  high  quadriplegics  sur- 
viving at  unprecedented  rates, 
quality  of  life  issues  and  dis- 
charge planning  are  of  para- 
mount importance  from  the  first 


day  of  admission  to  the  specialty 
setting.  The  philosophy  of 
treatment  at  SSC  will  be  cov- 
ered, including  the  referring 
physician’s  role  in  long-term 
medical  management. 

Medical  Overview: 

Care  of  the  High 
Quadriplegic 

The  potential  for  complications 
such  as  deep  vein  thrombosis, 
stress  ulceration,  decubitus, 
pneumonia,  urinary  tract  infec- 
tions and  sepsis  poses  a serious 
threat  to  high  quadriplegic 
patients.  Prevention  strategies, 
the  benefits  of  early  mobiliza- 
tion of  ventilator  dependent 
patients  and  medical  manage- 
ment of  complications  are 
covered. 

Ventilator  Weaning 

All  high  quadriplegics  at 
Shepherd  Spinal  Center  are 
evaluated  to  determine  their 
candidacy  for  phrenic  nerve 
pacer  implants  and  their  poten- 
tial for  weaning  from  mechan- 
ical ventilation.  The  pulmonary 
evaluation  studies  performed 
at  SSC  and  protocols  for  wean- 
ing are  included. 


Panel  and  Concurrent 
Session  Topics: 

Pulmonary  Issues 

Social  Work:  Discharge 
Planning,  Peer  Support, 
Sexuality 

The  Therapeutic  Value  of 
Sensory  Experience 

The  Biofeedback  Program 
at  SSC 

Ventilator  Home  Care 

Focus  On:  Phrenic  Pacer 
Implantation 

Departmental  Presenta- 
tions by  O.T.,  P.T.,  Recre- 
ation Therapy,  Social  Work, 
Respiratory  Care,  Educa- 
tion, Nutritionists 

Emphasis  on  specialized 
equipment 

For  Physicians  Only: 

Grand  Rounds  at  Shepherd 
Spinal  Center 


High  Quadriplegia- 
The  Ultimate  Challenge 

Name 

Specialty 

Address 

City State Zip 


Check  one:  □ Check  enclosed.  □ Please  send  a 

Reserve  my  space  now.  complete  information 

packet. 
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Primary  Malignant  Melanoma  of 

Pineal  Region 

BRIAN  R.  CARLSON,  M.D.;  ALAN  D.  GLICK,  M.D.;  and 

ARTHUR  R.  CUSHMAN,  M.D. 


Malignant  melanoma  is  seldom  primary  in  the 
central  nervous  system  (CNS),  and  involvement 
of  the  pineal  region  is  rare.* 1  We  describe  the  un- 
usual findings  of  primary  CNS  malignant  mela- 
noma of  the  pineal  region  with  electron  micros- 
copy studies. 

Report  of  a Case 

This  77-year-old  white  woman  was  admitted  on  Sept.  18. 
1984  with  a one-week  history  of  poor  memory  and  inability 
to  walk,  with  episodes  of  falling.  There  was  no  history  of 
abnormal  pigmented  skin  or  eye  lesions. 

On  physical  examination  the  patient  was  awake,  oriented, 
and  cooperative.  The  pupils  showed  evidence  of  previous  cat- 
aract surgery;  no  papilledema  was  identified.  Her  cranial 
nerves  were  intact,  and  though  muscular  strength  appeared 
normal  bilaterally,  she  was  clumsy  and  could  not  walk.  Ac- 
cording to  her  family  she  was  confused.  No  abnormal  pig- 
mented skin  lesions  or  abnormal  pigmented  lesions  of  the  eye 
were  identified. 

A CT  scan  of  the  head  revealed  a mass  in  the  pineal  gland 
region  thought  to  be  producing  obstructive  hydrocephalus  with 
dilatation  of  the  lateral  ventricles  and  third  ventricle.  Carotid 
and  vertebral  arteriograms  showed  a faint  blush  in  the  pi- 
neal gland  region.  The  lateral  ventricles  were  thought  to  be 
dilated. 

During  the  two  days  after  a ventricular  peritoneal  shunt 
was  performed  on  Oct.  2.  1984.  a subdural  hematoma  devel- 
oped on  the  right,  for  which  a right  craniotomy  was  per- 
formed two  days  later;  the  leptomeninges  were  found  black 
and  slightly  thickened.  The  hematoma  was  evacuated  and  a 
biopsy  of  the  pigmented  leptomeninges  was  performed, 
showing  leptomeningeal  melanosis,  which  in  conjunction  with 


From  the  Departments  of  Pathology  (Dr.  Carlson)  and  Neurosur- 
gery (Dr.  Cushman).  HCA  Donclson  Hospital,  and  the  Department 

ol  Pathology  (Dr.  Click).  Vanderbilt  University  Medical  Center. 
Nashville. 

Reprint  requests  to  Department  of  Pathology.  HCA  Donclson 
Hospital.  3055  Lebanon  Road.  Donclson.  TN  37214  (Dr.  Carlson). 


the  pineal  region  mass  was  thought  to  indicate  clinically  an 
intracerebral  malignant  melanoma  arising  in  the  pineal  re- 
gion. 

The  patient  recovered  from  the  operation  but  then  devel- 
oped multiple  medical  problems  including  bronchopneumo- 
nia and  subclavicular  abscess,  and  died  on  Oct.  1 1.  1984  with 
sepsis. 

All  of  the  relatively  few  skin  lesions  found  at  postmortem 
examination  were  examined  microscopically.  They  showed 
changes  of  lentigo  simplex,  seborrheic  keratosis,  epidermal 
cyst,  intradermal  nevus,  acrochordon.  and  lymphangioma.  No 
primary  or  metastatic  malignant  tumor  was  identified  in  any 
of  the  skin  lesions. 

No  evidence  of  malignant  melanoma  was  identified  out- 
side of  the  CNS.  The  left  orbital  contents  of  the  left  eye  were 
examined  and  no  malignant  tumor  or  pigmented  lesions  were 
identified. 

The  fresh  brain  weighed  1.380  gm.  Although  minimally 
thickened,  all  the  leptomeninges  were  black,  including  those 
of  the  cerebrum,  cerebellum,  brainstem,  and  spinal  cord.  The 
ventricles  also  contained  focal  black  areas  measuring  up  to  2 
mm.  but  no  definite  masses  were  identified  in  the  leptomen- 
inges or  ventricles.  The  pineal  body  was  completely  replaced 
by  a black,  gray,  and  tan  tumor  measuring  3.0  x 2.5  x 1.5 
cm.  which  completely  occluded  the  cerebral  aqueduct  and  in- 
vaded into  the  inferior  colliculus  (Fig.  1).  The  third  ventricle 
and  lateral  ventricles  were  dilated  with  changes  of  hydro- 
cephalus. 

Microscopically  the  cellular  tumor  replacing  the  pineal 
gland  was  composed  of  plump  spindle  cells  with  variable 
amounts  of  eosinophilic  cytoplasm  tending  to  form  interlac- 
ing fascicles  (Fig.  2);  individual  cellular  outlines  were  indis- 
tinct. The  nuclei  tended  to  be  elongate,  and  some  were  vesic- 
ular with  prominent  nucleoli,  whereas  others  were 
hvperchromatic.  Both  fine  granules  and  coarse  clumps  of 
melanin  pigment  could  be  identified  in  many  of  the  tumor 
cells,  and  fontana  stains  for  melanin  were  positive.  The  pig- 
mented zones  of  the  ventricles  contained  similar  melanin- 
containing  neoplastic  cells.  The  leptomeninges  of  the  cerebral 
cortex,  brainstem,  and  spinal  cord  were  diffusely  involved  by 
melanin-laden  cells,  many  of  which  were  cytologicallv  bland, 
but  neoplastic  cells  like  those  in  the  pineal  region  mass  could 
be  identified.  Though  the  tumor  cells  tended  to  invade  the 


OCTOBER,  1987 


597 


MELANOMA  OF  PINEAL  REGION/Carlson 

underlying  CNS  tissue  along  blood  vessels,  the  only  tumor 
mass  was  in  the  pineal  region.  Electron  microscopy  showed 
the  tumor  cells  of  the  pineal  tumor  to  contain  numerous  mel- 
anosomes  in  all  stages  of  development  (Fig.  3). 

Comment 

This  patient  had  a primary  malignant  mela- 
noma of  the  pineal  region  of  the  CNS;  the  only 
definite  mass  identified  at  postmortem  examina- 
tion had  replaced  the  pineal  body.  We  excluded 
to  the  best  of  our  ability  primary  malignant  mel- 
anoma outside  the  CNS  clinically  and  by  post- 
mortem examination.  No  other  masses  were 
found  in  the  CNS,  although  ventricular  involve- 
ment was  identified  and  the  leptomeninges  were 
extensively  pigmented.  Neither  numerous  skin 
nevi,  very  large  nevi,  nor  ocular  melanocytic  nevi 
were  present. 

Six  previous  cases  of  primary  malignant  mela- 
noma of  the  CNS  and  pineal  region  have  been 
recorded.'-3  Usually  involvement  of  the  pineal  re- 
gion has  been  associated  with  additional  CNS  tu- 
mor nodules  of  varying  sizes,2  3 though  Arlant  et 
al1  described  a primary  malignant  melanoma  of 
the  pineal  region  very  similar  to  our  own  case. 

It  is  likely  that  malignant  melanoma  of  the  pi- 
neal region  arises  from  melanin-containing  cells 
normally  found  in  the  leptomeninges,  particu- 
larly in  the  region  of  the  spinal  cord  and  ventral 
aspect  of  the  brain.2-5  Gibson2  gives  reference  to 
melanoblasts  seen  in  the  pia  mater  of  the  inter- 
lobular septa  that  cross  the  pineal  gland  in  some 
animals.  The  pigmented  changes  in  this  patient's 


Figure  1.  Sagittal  sections  showing  mottled  black  and  gray  tumor  in 
the  pineal  region.  Pigment  deposits  are  identified  in  the  leptomen- 
inges and  ventricles. 


leptomeninges  were  widespread  with  the  lepto- 
meninges of  the  CNS  thickened  by  cytological 
bland  sheets  of  intensely  pigmented  cells.  The 
changes  were  those  of  leptomeningeal  melanosis. 
Whether  the  leptomeningeal  changes  represent- 
ed generalized  melanocytic  changes  of  the  lepto- 
meninges that  preceded  the  pineal  region  tumor 
or  leptomeningeal  spread  via  the  cerebrospinal 
fluid  of  preceding  pineal  primary  malignant  mel- 
anoma is  indeterminate.  It  may  be  that  the  ma- 
lignant melanoma  arose  from  the  diffusely  pig- 
mented leptomeninges  in  the  region  of  the  pineal 
gland,  with  subsequent  invasion  and  destruction 
of  the  pineal  gland,  since  such  behavior  is  char- 
acteristic of  malignant  melanoma  arising  else- 
where, and  correlates  with  the  relatively  bland 
appearance  of  the  pigmented  leptomeninges.  The 
noninvasive  melanocytic  lesions  may  have  played 
a role  analogous  to  nevi  of  the  skin.  On  the  oth- 
er hand,  it  is  possible  that  the  tumor  arose  in  the 
pineal  region  with  subsequent  diffuse  metastatic 
spread  through  the  ventricles  and  leptomeninges. 
Primary  pineal  region  tumors  are  well  known  to 
disseminate  widely  in  the  leptomeninges  via  the 


Figure  2.  Tumor  cells,  some  of  which  contain  melanin  pigment  (he- 
matoxylin-eosin,  X400). 
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neal  region  have  done  poorly,  with  death  occur- 
ring within  12  days  to  four  months  after  admis- 
sion to  the  hospital.13 

The  anatomic  location  of  the  pineal  gland  es- 
sentially precludes  total  excision  of  any  neoplasm 
in  this  area,  and  a condition  such  as  malignant 
melanoma  would  be  expected  to  cause  death 
rapidly. 

In  summary,  we  have  briefly  described  our  ex- 
perience with  this  extremely  rare  tumor,  includ- 
ing electron  microscopy  studies.  Malignant  mel- 
anoma should  be  considered  in  the  differential 
diagnosis  of  a mass  in  the  pineal  region,  espe- 
cially when  associated  with  pigmented  leptomen- 
inges.  r ^ 
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Figure  3.  Cytoplasm  of  tumor  cell,  containing  stage  III  and  IV  mela- 
nosomes  (lead  citrate,  uranyl  acetate,  X91,000). 

cerebrospinal  fluid/18  The  ventricular  lesions  are 
almost  certainly  metastatic,  and  would  suggest 
such  an  occurrence.  Based  on  our  findings,  either 
or  both  processes  are  possible. 

Patients  with  malignant  melanoma  of  the  pi- 
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A utotransplantation  for 
Multiple  Renal  Lesions 

THOMAS  G.  PETERS,  M.D. 


Renal  autotransplantation  has  been  success- 
fully applied  to  treat  a number  of  disease  pro- 
cesses for  over  two  decades.  By  1975,  ex-vivo 
surgery  had  been  successfully  used  for  kidney 
trauma,  renal  carcinoma,  renal  arterial  lesions, 
ureteral  surgery,  and  renal  stone  disease.1  Ex-vivo 
preservation  and  autotransplantation  became 
recognized  as  a preferred  method  to  conserve 
renal  function  in  conjunction  with  repair  of  ab- 
dominal aortic  aneurysms  associated  with  renal 
arterial  disease,  in  treatment  of  renal  pelvis  dis- 
orders, and  in  pediatric  renovascular  disease.1 3 

Within  the  last  decade,  autotransplantation  has 
been  more  widely  applied  to  microvascular  re- 
pair of  renal  arterial  lesions,  and  has  been  effec- 
tive in  large  series  of  patients  with  hypertension 
from  both  simple  and  complex  renal  arterial  le- 
sions.4'1 In  cases  of  compromised  renal  function, 
or  single  but  diseased  kidney,  ex-vivo  preserva- 
tion and  autotransplantation  is  emerging  as  the 
method  of  choice  when  renal  corrective  surgery 
is  necessary.78  Successful  ex-vivo  surgery  for 
multiple  renal  lesions  was  undertaken  at  the 
Memphis  Veterans  Administration  Medical  Cen- 
ter to  treat  a patient  with  long-standing  hyper- 
tension, kidney  stone  disease,  and  renal  insuffi- 
ciency. 

Case  Report 

A 66-vear-old  white  man  was  first  diagnosed  with  hyper- 
tension in  1968.  Medical  therapy  was  initiated  then,  and  in 
1985  angioplasty  of  the  left  renal  artery  was  performed  for 
uncontrollable  renovascular  hypertension  related  to  athero- 
sclerotic disease.  The  successful  angioplasty  made  blood 
pressure  control  easier,  but  treatment  was  still  necessary,  re- 
quiring five  oral  medications.  Dyspnea  and  orthopnea  ac- 
companied his  worsening  hypertension,  and  ultimately  his 
blood  pressure  could  be  controlled  only  with  medications  and 
bed  rest. 

He  was  admitted  to  the  Memphis  VAMC  for  reevaluation 
of  renovascular  hypertension  in  February  of  1987,  where  ad- 
ditional history  disclosed  30-pack  years  of  tobacco  abuse,  mild 
chronic  obstructive  bronchopulmonary  disease,  and  a prior 
coronary  artery  bypass  procedure.  A pulmonary  embolus  in 

From  the  Surgical  Service.  Veterans  Administration  Medical  Cen- 
ter. Memphis. 
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Memphis,  TN  38104  (Dr.  Peters). 


600 


1985  ultimately  required  placement  of  a vena  cava  umbrella. 
The  patient  had  previously  tolerated  replacement  of  the  left 
hip  with  a prosthetic  device,  hemorrhoidectomy,  and  a right 
inguinal  hernia  repair.  Bacteriuria  or  mild  pyuria  had  been 
present  on  several  occasions  in  the  past,  and  he  had  been 
treated  for  recurrent  urinary  tract  infections.  A brother  had 
died  of  hypertension  at  49  years  of  age. 

The  blood  pressure  on  admission  was  178/1  10  mm  Hg. 
The  fundi  disclosed  arteriovenous  nicking,  and  there  were  no 
neck  bruits.  Bilateral  pulmonary  rales  were  present  poste- 
riorly and  an  S-3  gallop  was  heard.  The  abdomen  and  ante- 
rior chest  had  well-healed  surgical  scars.  Moderate  pretibial 
edema  and  slight  arthritic  wrist  deformities  were  present  bi- 
laterally. The  remainder  of  the  physical  examination  was 
negative. 

The  blood  pressure  ranged  from  160/76  to  240/148  mm  Hg 
during  early  hospitalization.  The  highest  serum  creatinine  of 
3.7  mg/dl  and  blood  urea  nitrogen  (BUN)  of  77  mg/dl  im- 
proved with  bed  rest  and  intensive  treatment  for  hyperten- 
sion (serum  creatinine  2.3  mg/dl;  BUN  40  mg/dl),  but  never 
normalized  preoperatively.  Renal  angiogram  showed  a tight 
stenotic  lesion  at  the  takeoff  of  the  right  renal  artery  (Fig. 
1).  and  a renal  scan  showed  severely  diminished  renal  func- 
tion bilaterally  (Fig.  2).  Renal  vein  renins  were  24.9  ng/ml/hr 
on  the  left  and  50.5  ng/ml/hr  on  the  right;  lower  inferior  vena 
caval  renin  (systemic)  sample  was  16.5  ng/ml/hr.  Examination 
ol  additional  angiogram  films  also  disclosed  a renal  stone  in 
the  lower  portion  of  the  right  renal  pelvis.  The  conclusion  of 
the  investigation  was  that  a renal  stone,  severe  renal  artery 
stenosis,  and  possibly  other  lesions  were  present.  Since  renal 
insufficiency  was  continuous,  the  proposition  that  normal  left 
kidney  function  followed  the  prior  angioplasty  was  suspect; 
therefore,  operation  was  planned  as  though  the  right  kidney 
were  the  only  potentially  normal  renal  mass. 

On  Feb.  27,  1987,  through  a long  right  curvilinear  lower 
abdominal  incision  the  right  kidney,  ureter,  and  renal  vein 
were  fully  isolated  and  the  vena  cava  was  mobilized  to  obtain 
optimal  length  of  the  renal  artery.  The  vena  cava  was  patent 
above  and  below  the  previously  placed  umbrella.  A 
5-mm  aneurysm  was  found  at  the  super  pole  of  the  right  renal 
artery  at  its  bifurcation. 

The  external  iliac  artery  and  vein  were  next  isolated  from 
surrounding  structures  to  assure  patency  of  both  vessels,  and 
the  ureter  was  clamped  below  the  pelvic  inlet  and  divided. 
With  clamps  on  the  renal  artery  and  vein,  they  were  divided 
and  the  kidney  was  removed  and  flushed  with  heparinized 
Ringer’s  lactate  solution  at  4°C  until  the  effluent  was  clear 
and  core  cooling  was  obtained.  Under  protection  of  adequate 
cold  preservation,  a pelvolithotomy  allowed  removal  of  a 
2x  1-cm  kidney  stone;  a watertight  closure  followed. 

Next,  after  the  renal  artery  aneurysm  was  resected  with  a 
cuff  adequate  to  secure  the  arterial  anastomosis,  orthotopic 
renal  autotransplant  was  performed  (Fig.  3)  leaving  a small 
closed-system  drain  posterior  to  the  kidney  near  the  pelvo- 
lithotomy. Approximately  one  hour  after  removal  of  the  kid- 
ney, the  blood  pressure  dropped  precipitously  but  responded 
to  intravenous  fluids  within  minutes.  Careful  fluid  balance 
without  antihypertensive  agents  controlled  the  patient’s  blood 
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Figure  1.  Selective  right  renal  arteriogram  showing  severe  stenosis 
(at  catheter  tip),  poststenotic  dilation,  and  a small  aneurysm  (uncon- 
firmed until  operation)  at  the  superior  aspect  of  the  renal  artery  bifur- 
cation. 

pressure  during  the  remainder  of  surgery  and  in  the  immedi- 
ate postoperative  period. 

Wound  healing  occurred  without  incident,  and  on  the 
fourth  postoperative  day  a renal  scan  disclosed  prompt  return 
of  function  of  the  autotransplanted  kidney  (Fig.  4);  serum 
creatinine  decreased  to  2.0  mg/dl  and  BUN  to  35  mg/dl  at 
the  time  of  discharge  on  the  tenth  postoperative  day.  Follow- 
ing discharge,  blood  pressure  of  120/60  mm  Hg  was  main- 
tained by  a single  diuretic  tablet  daily  and  low  doses  of  meth- 
vldopa.  Renal  function  slowly  improved  as  serum  creatinine 
and  BUN  values  became  normal  within  the  first  six  weeks 
postoperatively. 

Discussion 

Autotransplantation  has  been  successful  for  a 
variety  of  renal  lesions,  especially  when  there  is 
renal  insufficiency  or  the  contralateral  kidney  is 
absent.  Diminished  renal  function  has  been  a 
compelling  reason  to  use  ex-vivo  preservation 
when  trauma,  malignancy,  vascular  lesions,  stone 
disease,  and  other  problems  could  be  successful- 
ly approached  only  by  careful  removal  of  the 
kidney,  preservation  of  its  function  by  cold  per- 
fusion, and  correction  of  the  abnormality  by  ex- 
vivo  surgery. 12  4S  These  techniques  are  now  more 
widely  applied  with  multiple  renal  lesions,  as  well 
as  in  conjunction  with  treatment  of  other  signifi- 
cant vascular  lesions  such  as  abdominal  aortic 
aneurysms  involving  one  or  more  renal  arteries. 

Two  large  series  have  compared  the  improved 
results  of  renal  autotransplantation  with  other 
surgical  approaches  to  renovascular  hyperten- 
sion. In  1982,  Belzer  et  a Is  reported  34  cases  of 
ex-vivo  renal  surgery  performed  for  occlusive 
renal  vascular  lesions,  aneurysmal  vascular  dis- 


Figure  2.  Renal  scan  (Tc-DTPA)  shows  no  excretion  at  4 minutes, 
and  principally  right  renal  functional  excretion  at  20  minutes  (labels 
anatomically  correct,  original  scans  labeled  on  reverse  side). 


ease,  or  both.  The  86%  cure  of  renovascular  hy- 
pertension unaccompanied  by  mortality  or  renal 
functional  loss  related  directly  to  ex-vivo  preser- 
vation or  renal  autotransplantation.  In  1985, 
Dubernard  et  ab  reported  on  78  patients  treated 
for  renovascular  hypertension  by  operative  tech- 
niques. There  was  a 96%  cure  without  technical 
failure  in  33  patients  in  whom  autotransplanta- 
tion w'as  used.  The  80%  cure  in  45  patients  treat- 
ed by  bypass  surgery  in  that  series  was  not  only 
less  successful,  but  was  accompanied  by  technical 
complications  related  to  vascular  interposition 
graft  failure  and  protracted  hypertension.  These 


Figure  3.  Orthotopic  renal  autotransplant  with  end-to-side  renal  to 
external  iliac  arterial  and  venous  anastomoses,  and  a tunneled  ure- 
teroneocystostomy. 
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Figure  4.  Autotransplant  renal  scan  (Tc-DTPA)  showing  normal  func- 
tion at  10  and  30  minutes. 


two  reports  make  clear  the  proposition  that  fear 
of  technical  failure  accompanying  autotransplan- 
tation is  unwarranted,  and  that  successful  thera- 
py for  simple  renovascular  lesions  may  be  most 
often  accomplished  using  ex-vivo  preservation  and 
autotransplantation. 

It  now  is  accepted  that  some  neoplasms  of  the 
kidney  or  ureter  as  well  as  certain  cases  of  renal 
stone  disease  can  best  be  treated  by  ex-vivo  renal 
surgery  and  autotransplantation.1-2-7-8  In  addition, 
vascular  or  parenchymal  trauma  of  the  kidney 
may  sometimes  best  be  repaired  with  the  kidney 
cooled  and  taken  to  the  back  table;  microvas- 
cular  surgical  techniques  can  be  used  in  such  cir- 
cumstances as  well  as  in  the  repair  of  intrarenal 
vascular  disease,  arteriovenous  fistula,  and  re- 
operative renovascular  lesions.4-5-7  8 Clearly,  ath- 
erosclerotic vascular  disease  and  renal  artery 
aneurysms  can  be  safely  approached  by  ex-vivo 


renal  surgery.  Complex  or  multiple  renal  lesions 
should  probably  be  treated  by  ex-vivo  tech- 
niques, since  warm  ischemic  injury  can  be  avoid- 
ed, allowing  the  surgeon  ample  time  to  complete 
any  complicated  operative  task.  Most  important- 
ly, the  solitary  kidney  with  any  of  the  above  le- 
sions is  best  treated  by  ex-vivo  preservation 
autotransplantation  to  not  only  correct  the  le- 
sions, but  also  optimize  postoperative  renal  func- 
tion. 

Renal  autotransplantation  was  successfully  ap- 
plied when  multiple  lesions  of  a kidney  were 
present.  This  kidney  represented  the  major  por- 
tion of  the  patient's  functional  renal  mass.  Renal 
autotransplantation  after  ex-vivo  surgery  can  be 
safely  applied,  and  should  now  be  considered  as 
part  of  the  routine  surgical  armamentarium  in  the 
operative  treatment  of  multiple  lesions  of  the 
same  kidney  or  wherever  renal  insufficiency  ac- 
companies the  need  for  renal  corrective  surgery. 
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Dissecting  Aneurysm  of  the 

Coronary  Artery 

RICHARD  C.  HARRUFF,  M.D.,  Ph.D.;  C.  LEE  FERRELL,  B.A.; 
JOHN  HAGAN,  B.A.;  H.  WENTZELL  HAMNER,  B.A.;  and  DAVID  HANCOCK,  B.A. 


Dissecting  aneurysm  of  the  coronary  arteries 
is  a rare  but  recognized  cause  of  sudden  death. 
To  date,  approximately  70  such  cases  have  been 
reported.  Smith1  reviewed  a total  of  43  in  1975. 
and  Robinowitz  et  al2  in  1982  described  some  of 
the  characteristic  features  of  the  disease.  In  this 
report,  we  present  a case  of  sudden  death  caused 
by  a dissecting  aneurysm  of  the  left  anterior  de- 
scending coronary  artery,  describing  the  clinical 
and  pathologic  features  of  this  case,  and  com- 
pare it  with  those  cases  previously  reported  in 
order  to  further  the  recognition  and  understand- 
ing of  the  disease  process. 

Case  Report 

A 36-vear-old  black  woman  complained  of  sudden  onset 
of  chest  pain;  after  a few  minutes  of  delay  while  waiting  for 
her  boyfriend  to  arrive,  she  was  taken  by  car  towards  the 
local  hospital.  En  route,  she  began  vomiting  and  became  un- 
responsive. whereupon  the  boyfriend  stopped  and  called  an 
ambulance.  Resuscitative  efforts  by  the  ambulance  paramed- 
ics and  by  emergency  room  personnel  failed  to  revive  her. 

Past  medical  history  obtained  from  her  mother  indicated 
that  the  subject  visited  a number  of  physicians  in  the  past  but 
never  had  been  diagnosed  with  any  particular  disease.  She 
had,  however,  suffered  from  general  fatigue  and  had  men- 
strual problems.  Six  months  prior  to  her  death,  a dilatation 
and  curettage,  performed  because  of  dysfunctional  uterine 
bleeding,  showed  'nonspecific  chronic  endometritis."  Her  last 
pregnancy  was  seven  years  earlier,  and  she  was  not  taking 
oral  contraceptives  or  any  other  drug. 

The  body  was  referred  because  no  physician  was  willing 
to  sign  the  death  certificate.  Autopsy,  performed  20  hours 
after  death  by  the  medical  examiner  because  of  the  sudden- 
ness and  unexpectedness  of  the  death,  showed  a normally 
developed  and  nourished  youthful-appearing  black  woman 
whose  heart  weighed  310  gm  and  had  normal  configuration, 
chambers,  valves,  and  myocardial  appearance  and  texture. 
There  was  no  appreciable  coronary  atherosclerosis  and  only 
minimal  abdominal  aortic  atherosclerosis.  In  the  left  anterior 
descending  coronary  artery  was  a dissecting  aneurysm  that 
involved  essentially  its  entire  length  starting  at  its  origin  from 
the  left  circumflex  artery.  Fresh  clotted  blood  formed  a he- 
matoma around  the  media  of  the  vessel,  collapsing  and  com- 
pressing the  lumen  upon  itself  (Fig.  1).  The  hematoma  did 
not  dissect  into  smaller  branches  of  the  artery. 

Microscopic  evaluation  of  the  organs  showed  mild  fatty 
liver  and  mild  arteriolonephrosclerosis;  other  organs  were 


From  the  Office  of  the  Medical  Examiner.  Shelby  County,  and 
the  Department  of  Pathology.  University  of  Tennessee.  Memphis. 

Reprint  requests  to  Department  of  Pathology.  University  of  Ten- 
nessee. 3 N.  Dunlap  St..  Memphis.  TN  38163  (Dr  Harruff). 


normal.  No  vasculitis  or  other  blood  vessel  disease  was  ap- 
parent in  any  of  the  organs.  The  myocardium  showed  no  rec- 
ognizable ischemic  changes,  consistent  with  the  suddenness 
of  the  death.  Several  sections  of  the  involved  left  coronary 
artery,  along  with  sections  of  the  other  major  coronary  arter- 
ies and  of  the  thoracic  and  abdominal  aorta  were  studied  in 
detail,  using  the  following  stains  in  addition  to  hematoxylin 
and  eosin:  Masson's  trichrome.  Verhoeff's-van  Gieson  for 
elastic  tissue,  periodic  acid  Schiff  (PAS),  alcian  blue,  and 
mucicarmine.  Sections  of  normal  aortas  from  two  women  and 
one  man.  all  of  similar  age  to  the  subject,  were  stained  iden- 
tically for  comparison. 

In  subserial  sections  of  the  involved  left  anterior  descend- 
ing coronary  artery,  the  dissecting  aneurysm  appeared  as  fresh 
blood  with  few  clumps  of  platelets  and  fibrin  filling  a defect 
between  the  media  and  the  adventitia,  associated  with  inward 
dislocation  of  the  media  and  resulting  in  luminal  collapse. 
There  was  no  sign  of  organization.  No  intimal  tear  was  seen, 
although  there  was  focal  hemorrhage  in  the  media.  An  elastic 
stain  showed  the  hematoma  occupying  a cleft  between  the 


Figure  1.  Representative  cross  sections  of  segments  of  the  left  an- 
terior descending  coronary  artery  showing  hemorrhage  into  the  wall 
of  the  vessel,  hematoma  formation  between  the  media  and  adventitia, 
and  resulting  collapse  occluding  the  lumen. 
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outmost  layers  of  the  media  and  the  external  elastic  mem- 
brane: the  same  stain  showed  reduplication  of  the  internal 
elastic  membrane  and  mild  intimal  thickening,  both  in  the 
involved  left  anterior  descending  coronary  artery  as  well  as 
in  the  other  main  coronary  arteries. 

With  hematoxylin  and  eosin  staining,  the  spaces  between 
the  elastic  fibers  in  the  aorta  sections  showed  distinct  vacu- 
olization, which  was  accentuated  by  the  PAS  and  trichrome 
stains.  There  was  no  vacuolization  of  the  media  in  any  of  the 
coronary  arteries.  With  both  mucicarmine  and  alcian  blue 
stains,  there  was  increased  uptake  of  stain  in  the  subject’s 
aorta,  as  compared  to  the  normal  ones.  This  increased  stain 
affinity  appeared  to  be  associated  with  the  vacuolization  be- 
tween the  elastic  fibers  and  was  distributed  throughout  the 
width  ol  the  vessel.  In  the  normal  controls,  slight  mucin 
staining  was  limited  to  the  inner  third  of  the  vessel  and  was 
not  associated  with  vacuolization. 

The  adventitial  adipose  tissue  surrounding  the  involved 
left  anterior  descending  coronary  artery  was  infiltrated  with 
abundant  eosinophilic  granulocytes  and  a few  mononuclear 
cells.  No  cellular  infiltrates  were  seen  in  or  around  any  of  the 
other  blood  vessels. 

Discussion 

Primary  dissecting  aneurysm  of  the  coronary 
arteries  is  a rare  but  increasingly  recognized  cause 
of  sudden  death.  About  70  cases  have  been  re- 
ported, and  there  have  been  two  literature  re- 
views.1 2 The  disease  most  commonly  affects 
moderately  young  women,  frequently  in  the 
postpartum  period,  and  the  artery  involved  is 
usually  the  left  anterior  descending  coronary  ar- 
tery alone.12  Other  cases  have  been  reported  to 
occur  in  childhood,2  and  in  old  age  on  occasion 
to  involve  multiple  coronary  arteries,4  in  intra- 
venous drug  abusers,5  following  chest  trauma,12 
after  coronary  bypass  surgery  and  coronary  an- 
giography,1 in  Marfan  syndrome,12  in  sarcoid- 
osis,6 and  with  fibromuscular  dysplasia  of  the 
coronary  arteries.7  Although  the  onset  of  death 
is  nearly  always  sudden,  there  is  occasionally 
morphologic  evidence  of  infarct,  and  rarely  the 
diagnosis  is  made  before  death.8 

Despite  many  of  these  cases  having  been  stud- 
ied microscopically  in  considerable  detail,  as  we 
have  done,  the  etiology  of  the  disease  remains 
unknown.  Two  morphologic  features  that  have 
been  frequently  documented  in  reported  cases, 
both  of  which  were  seen  in  our  case,  are  adven- 
titial inflammation  composed  primarily  of  eosin- 
ophilic granulocytes  and  increased  mucoid  mate- 
rial in  the  media  of  the  affected  coronary  artery 
and/or  the  unaffected  aorta. 

The  accumulation  of  mucoid  material  in  the 
media  has  been  likened  to  the  cystic  medione- 
crosis  seen  in  dissecting  aortic  aneurysms.2  It  is 
possible  that  this  change  represents  a loosening 


of  the  ground  substance  in  the  vessel  wall,  pre- 
disposing to  dissection  initiated  by  local  hemo- 
dynamic forces.  We  were  able  to  document  an 
increase  in  mucoid  material  in  the  media  of  the 
aorta  only,  and  not  in  the  coronary  arteries.  It  is 
possible,  of  course,  that  the  dissection  itself  ob- 
literated a focus  of  mucoid  degeneration.  The 
coronary  arteries  did  show'  nonspecific  abnormal- 
ities in  that  both  the  affected  and  unaffected  ar- 
teries displayed  reduplication  of  the  internal 
elastic  membranes. 

lake  the  majority  of  cases  in  which  specific 
mention  is  made  regarding  vascular  inflamma- 
tion, our  case  showed  infiltration  by  large  num- 
bers of  eosinophilic  granulocytes  limited  to  the 
adventitia  associated  with  the  dissection.  The  sig- 
nificance of  these  eosinophilic  infiltrates  is  sub- 
ject to  debate.  Robinowitz  et  al2  initially  pro- 
posed that  the  eosinophils  release  lytic  substances 
from  their  granules,  which  damage  the  vessel 
wall.  The  alternative  viewpoint,  advanced  by 
Dowling  and  Buja,9  is  that  the  eosinophilic  infil- 
trates are  reactive,  attracted  to  the  region  by  his- 
tamine released  from  the  vicinity  of  the  dissec- 
tion. From  our  observations,  we  agree  that  it 
seems  unlikely  that  eosinophilic  infiltration  of  the 
adventitia  alone  could  result  in  damage  to  the 
media,  and  we  propose  that  mucoid  material  re- 
leased from  accumulations  in  an  abnormal  artery 
may  be  an  additional  factor  in  eliciting  eosino- 
philic infiltration. 

Because  of  the  similarities  in  this  case  with 
many  of  those  reported  before,  it  is  likely  that 
spontaneous  dissecting  aneurysm  of  the  coronary 
artery  represents  a distinct  disease  process,  the 
etiology  of  which  is  unknown,  but  which  involves 
an  abnormality  in  the  ground  substance  of  the 
arterial  media  that  combined  with  local  hemo- 
dynamic forces  produces  the  lesion.  r ^ 
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Medical  Grand  Rounds 


The  Uncontrolled  Arrhythmia 

DAVID  M.  MIRVIS,  M.D. 


Case  Presentation 

A 42-year-old  woman  was  referred  to  the  University  of 
Tennessee  Medical  Center  for  evaluation  of  ventricular  pre- 
mature beats.  One  year  earlier,  she  began  to  have  frequent 
palpitations,  described  as  single  events  without  runs  of  rapid 
or  irregular  cardiac  activity.  Although  she  had  neither  light- 
headedness nor  syncope,  she  considered  the  palpitations  dis- 
abling; exercise  tolerance  was  good,  without  dyspnea.  Pre- 
vious attempts  at  therapy  included  prescription  of  several 
drugs;  quinidine  caused  severe  gastrointestinal  distress  with 
diarrhea,  procainamide  produced  arthralgias  and  a positive 
FANA,  and  disopyramide  induced  an  acute  psychotic  epi- 
sode. There  was  no  past  history  of  cardiac  disease,  chest  pain, 
dyspnea,  or  edema.  Family  history  was  negative. 

Physical  examination  demonstrated  normal  blood  pres- 
sure and  clear  lungs.  Cardiac  findings  included  a normal  ap- 
ical impulse,  and  normal  heart  sounds.  A late  systolic  click 
followed  by  a grade  2/6  murmur  was  heard  loudest  at  the 
apex;  it  increased  in  duration  and  intensity  with  standing. 

An  electrocardiogram  and  chest  x-ray  were  normal,  as  were 
CBC  counts  and  serum  electrolyte  measurements.  A two-di- 
mensional echocardiogram  was  diagnostic  of  mitral  valve 
prolapse;  ventricular  size  and  function  were  normal.  Twenty- 
four  ambulatory  electrocardiographic  recordings  documented 
frequent  (10  to  136  per  hour)  isolated  uniform  ventricular 
premature  beats  without  couplets  or  other  complex  forms. 

Case  Discussion 

This  case  represents  one  of  disabling  ventric- 
ular arrhythmias  not  controlled  by  usual  single- 
drug therapy  in  a patient  without  significant 
structural  cardiac  disease.  Before  discussing  what 
was  advised  in  this  specific  case  and  what  may  be 
advised  in  other  patients  with  uncontrolled  ar- 
rhythmias, it  is  first  important  to  answer  several 
questions. 

What  is  the  goal  of  antiarrhythmic  drug  thera- 
py? Two  general  goals  of  antiarrhythmic  drug 
therapy  may  be  defined.  First,  in  patients  with 
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symptoms  clearly  referable  to  arrhythmia,  thera- 
py may  be  advised  to  abolish  symptoms.  In  most 
cases,  the  symptoms  of  syncope  or  light-headed- 
ness result  from  the  hemodynamic  consequences 
of  complex  ventricular  or  supraventricular  ar- 
rhythmias with  very  high  or  very  low  ventricular 
rates.  In  others,  such  as  in  the  patient  presented, 
symptoms  are  more  subjective,  and  may  be  lim- 
ited to  palpitations.  Whereas  in  the  former  case 
therapy  is  needed  to  prevent  potentially  danger- 
ous episodes,  in  the  latter  it  may  be  needed  only 
in  the  unusual  patient  in  whom  symptoms  prove 
disabling  and  unresponsive  to  reassurance  and 
other  nonpharmacologic  approaches. 

Second,  ventricular  arrhythmias  may  be  treat- 
ed to  prevent  sudden  cardiac  death.  This  is  the 
most  common  indication,  as  most  patients  with 
serious  ectopy  are  asymptomatic.  However,  not 
all  arrhythmias  are  a significant  risk  to  the  pa- 
tient. Table  1,  modified  from  work  of  Bigger1  and 
Anderson,2  lists  electrophysiologic  and  clinical 
characteristics  of  three  groups  of  arrhythmias  that 
pose  increasing  threat.  In  general,  more  complex 
arrhythmias  in  patients  with  more  significant  left 
ventricular  dysfunction  present  the  greatest  risk. 
These  patients  require  aggressive  therapy.3  In 
contrast,  ectopy  of  any  complexity  in  subjects 
without  structural  heart  disease  presents  little 
risk.4  These  patients  generally  do  not  require 
therapy  to  prevent  sudden  death,  though  they 
may  need  therapy  if  symptoms,  such  as  palpita- 
tions in  the  case  presented,  are  disabling. 

Does  antiarrhythmic  drug  therapy  prevent  sud- 
den cardiac  death?  Although  drug  therapy  can 
prevent  symptoms,  its  ability  to  prevent  sudden 
cardiac  death  is  less  clearly  established.  Convinc- 
ing data  do  demonstrate  a reduction  in  sudden 
death  rate  in  patients  with  sustained  ventricular 
tachycardia  or  fibrillation.5-6  As  shown  in  Fig.  1, 
patients  on  successful  antiarrhythmic  therapy — 
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TABLE  1 


FACTORS  DETERMINING  CLINICAL  SIGNIFICANCE  OF  VENTRICULAR  ARRHYTHMIAS 


Risk  of  SCD 
Heart  disease 
Type  of  arrhythmia 

Hemodynamic  consequences 
Treatment 


Benign 

Minimal 

None;  Normal  EF 

Normal  (VPB  < 5/hr,  100/day) 

VPBs,  NSVT,  VC 

None 

Reassurance;  control  symptoms 


Potentially  Lethal 

Moderate 

CAD,  CM,  etc.;  EF  reduced 
VPBs,  VC,  NSVT 

None 

Control  symptoms;  prevent  SCD 


Lethal 

High 

CAD,  CM,  etc.;  EF<30% 

SVT,  torsade,  NSVT,  VF 

Present 

Alleviate  symptoms;  prevent  SCD 


Key:  CAD  coronary  artery  disease;  CM  cardiomyopathy;  EF  ejection  fraction;  NSVT  nonsustained  ventricular  tachycardia;  SCD  sudden  cardiac  death;  SVT  sustained 
ventricular  tachycardia;  VC  ventricular  couplets;  VF  ventricular  fibrillation;  VPB  ventricular  premature  beat. 


whether  judged  by  invasive  or  noninvasive  meth- 
ods and  criteria — have  significantly  lower  mor- 
tality rates  than  those  in  whom  adequate  therapy 
could  not  be  prescribed. 

It  is  important  to  emphasize  that  these  studies 
included  only  patients  with  the  most  complex  de- 
grees of  ectopy  or  sudden  death.  The  role  of 
therapy  in  patients  with  less  complex  arrhyth- 
mias, including  the  very  large  cohort  with  ectopy 
or  nonsustained  ventricular  tachycardia  after 
acute  myocardial  infarction,  is  not  as  yet  unequi- 
vocally defined.  National  multicenter  trials  aimed 
at  resolving  this  question  are  currently  under- 
way.7 

What  is  the  definition  of  an  uncontrolled  ar- 
rhythmia? Implicit  to  any  consideration  of  “un- 
controlled" arrhythmias  is  the  definition  of  what 
constitutes  adequate  “control.”  In  general,  “con- 
trol" is  achieved  when  predetermined  goals  of 
therapy  are  met;  if  these  goals  are  not  met,  the 
arrhythmia  is  “uncontrolled.” 


Figure  1.  Two-year  sudden  death  rate  in  patients  who  respond  and 
who  do  not  respond  successfully  to  antiarrhythmic  drug  therapy.  Data 
from  one  study  using  invasive  electrophysiologic  methods6  and  from 
one  using  ambulatory  electrocardiographic  monitoring5  are  presented. 


Table  2 lists  currently  considered  goals  or  end- 
points of  therapy.  First,  suppression  of  symp- 
toms may  be  either  a solitary  goal  of  therapy  in 
patients  with  symptomatic  but  not  malignant  ec- 
topy, or  an  associated  goal  in  subjects  with 
symptomatic  and  potentially  lethal  arrhythmias. 
Because  most  patients  with  ectopy  requiring 
therapy  are  not  symptomatic,  this  therapeutic 
endpoint  is  not  commonly  an  isolated  goal. 

Second,  therapy  may  be  given  until  specified 
grades  of  arrhythmias  are  reduced  below  a se- 
lected frequency  on  ambulatory  electrocardi- 
ographic monitoring.  Common  goals  include  to- 
tal elimination  of  sustained  ventricular  tachycardia 
and  either  complete  or  near  complete  (90%)  ab- 
olition of  nonsustained  ventricular  tachycardia 
and  other  repetitive  forms  of  ventricular  ectopy. 
As  shown  in  Fig.  1,  control  by  this  method  does 
reduce  death  rate.  Although  ambulatory  moni- 
toring is  routinely  available,  problems  remain  in 
implementing  this  endpoint,  including  specifica- 
tion of  exact  criteria  for  success,  and  exclusion  of 
spontaneous  variability  as  being  responsible  for 
an  apparent  drug-induced  reduction  (or  increase) 
in  arrhythmia  frequency.8  It  is  important  to  em- 
phasize, however,  that  not  all  ectopy  need  be 
abolished  to  achieve  excellent  clinical  results;  drug 
doses  to  eliminate  all  or  almost  all  simple  ectopy 
may  exceed  those  needed  to  treat  complex  forms. 


TABLE  2 

ENDPOINTS  OF  ANTIARRHYTHMIC  DRUG  THERAPY 


Suppression  of  symptoms 

Suppression  of  arrhythmia  by  grade  and  frequency 
Suppression  of  inducibility  of  complex  forms  of  ventricular  ectopy 
Maintenance  of  therapeutic  drug  levels 


608 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


Figure  2.  Percentage  of  patients  with  sustained  or  nonsustained  ven- 
tricular tachycardia,  or  ventricular  fibrillation  who  could  be  success- 
fully treated  by  single  or  multiple  drug  therapies.  Criteria  for  suc- 
cess" were  based  upon  invasive  electrophysiologic  criteria11; 
complete"  success  was  defined  as  initiation  of  fewer  than  six  repet- 
itive ventricular  responses  while  partial”  success  was  initiation  of  six 
to  fifteen  repetitive  responses  in  patients  with  sustained  ventricular 
tachycardia  or  fibrillation. 


and  may  unnecessarily  produce  intolerable  side 
effects.9 

Third,  invasive  electrophysiologic  testing  may 
be  used  to  determine  drug  efficacy."’ In  patients 
in  whom  sustained  ventricular  tachycardia,  clini- 
cally relevant  ventricular  fibrillation,  or  (per- 
haps) nonsustained  ventricular  tachycardia  can  be 
induced  prior  to  drug  therapy,  failure  to  induce 
the  arrhythmia  after  drug  therapy  marks  success. 
Successful  therapy  does  lower  the  death  rate  more 
than  unsuccessful  therapy6  (Fig.  1).  Although  this 
approach  is  invasive  and  more  expensive  than 
ambulatory  monitoring,  it  can  be  applied  to  pa- 
tients without  high  grade  ectopv  but  with  pre- 
vious clinical  events  such  as  sudden  death  or  syn- 
cope. 

Last,  maintenance  of  therapeutic  blood  levels 
of  one  or  more  agents  may  be  a goal  of  therapy. 
Although  some  data  have  suggested  that  achiev- 
ing only  this  goal  may  prevent  sudden  death,9  it 
is  best  considered  as  an  adjunctive  endpoint  to 
be  achieved  in  conjunction  with  either  of  the 
above  goals. 

Whatever  approach  or  combination  of  end- 
points is  used,  it  is  critical  to  formally  determine 
the  goals  of  therapy  before  therapy  is  initiated. 
Only  in  this  way  can  the  need  for  and  the  ade- 
quacy of  therapy  be  determined. 

In  how  many  cases  is  antiarrhythmic  drug  ther- 
apy “ successful "?  Although  successful  antiar- 
rhythmic drug  therapy  can  reduce  the  incidence 
of  sudden  cardiac  death  in  selected  patient 
groups,  achieving  such  results  is  difficult.  This  is 


shown  in  Fig.  2;  the  percentage  of  patients  with 
“complete”  or  “partial”  success  for  each  major 
class  of  ventricular  arrhythmia  is  depicted.  As  can 
be  seen,  the  success  rate — either  partial  or  com- 
plete— is  relatively  low,  and  varies  with  the  type 
of  arrhythmia;  the  least  complex  forms  are  most 
treatable.11  Thus,  the  current  problem  of  man- 
aging the  “uncontrolled  arrhythmia”  is  both 
common  and  potentially  important. 

What  factors  predict  or  produce  “ uncontrolled 
arrhythmias"?  Failure  of  antiarrhythmic  drugs  to 
control  arrhythmias  may  result  from  two  groups 
of  causes — “patient  failures,”  related  to  intrinsic 
clinical  conditions,  and  "doctor  failures,”  reflect- 
ing inappropriate  prescription  of  antiarrhythmic 
agents. 

Table  3 lists  clinical  factors  that  predict  suc- 
cessful and  unsuccessful  medical  therapy.  Param- 
eters associated  with  failure  include  cardiac  dys- 
function, and  ischemic  heart  disease  particularly 
with  prior  myocardial  infarction,  ventricular 
aneurysm,  or  ongoing  ischemia.  In  contrast,  a 
normal  heart  predicts  success;  as  noted  above, 
however,  most  such  patients  do  not  require  ther- 
apy. 

In  addition,  other  conditions  present  in  the 
patient  may  reduce  the  chance  of  success.  In  par- 
ticular. hypoxia,  hypokalemia,  hypomagnesemia, 
acidosis  or  alkalosis,  and  thyrotoxicosis  or  myxe- 
dema all  reduce  the  efficacy  of  antiarrhythmic 
drugs.  Poor  compliance,  a common  problem  en- 
hanced by  the  high  incidence  of  side  effects  of 
virtually  all  antiarrhythmic  drugs,  is  an  addition- 
al self-evident  problem. 

Factors  listed  in  Table  4 are  causes  for  failure 


TABLE  3 

SELECTED  CLINICAL  CRITERIA  PREDICTING  SUCCESSFUL  OR 
UNSUCCESSFUL  (“PATIENT  FAILURE”)  ANTIARRHYTHMIC 
DRUG  THERAPY 


Factors  predicting  success 
Congestive  heart  failure 
Prior  myocardial  infarction 
Ongoing  myocardial  ischemia 
Ventricular  aneurysm 

Factors  predicting  failure 
Normal  heart 

Failure  to  induce  arrhythmia  by  invasive 
electrophysiologic  studies 
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TABLE  4 

CAUSES  OF  UNCONTROLLED  ARRHYTHMIAS  DUE  TO 
INADEQUATE  UTILIZATION  OF  ANTI  ARRHYTHMIC  DRUGS 
(“DOCTOR  FAILURE”) 


Wrong  diagnosis 
Inappropriate  therapeutic  goals 
Inadequate  drug  dose 
Drug  toxicity 
Metabolic  abnormalities 
Drug  interactions 
Proarrhythmic  effects 


to  control  arrhythmias  that  are  due  or  are  ame- 
nable to  changes  in  medical  therapy,  i.e.,  “doc- 
tor failures."  First,  therapy  may  have  been  initi- 
ated for  an  incorrectly  diagnosed  arrhythmia. 
Such  therapy  may  not  only  be  ineffective  but  may 
be  unneeded  and  potentially  dangerous. 

Second,  the  goals  of  therapy  may  be  poorly 
defined  or  inappropriate.  For  example,  attempts 
to  abolish  all  ectopy  rather  than  just  complex 
forms  will  result  in  a significantly  higher  failure 
rate  and  will  likely  produce  significant  side  ef- 
fects. In  contrast,  attempts  only  to  prevent  symp- 
toms may  not  adequately  protect  against  sudden 
death  if  reduction  in  spontaneous  or  induced 
complex  ectopy  is  not  also  sought. 

Third,  the  chosen  drug  dose  may  be  either  in- 
adequate, either  in  amount  or  in  dosing  frequen- 
cy, or  excessive.  In  the  former  case,  drug  “fail- 
ure" may  reasonably  be  expected,  and  in  the 
latter,  the  excessive  dose  may  produce  untoward 
electrophysiologic  consequences  that  may  pro- 
duce new  or  aggravate  preexisting  arrhythmias. 
To  detect  these  problems,  assay  of  blood  levels 
of  all  agents  is  important,  but  it  must  be  recog- 
nized that  an  accurate  diagnosis  of  drug  toxicity 
or  inadequate  dosing  depends  upon  a correlation 
of  clinical  and  electrocardiologic  parameters  with 
serum  levels,  and  not  upon  drug  levels  alone. 

Fourth,  correctable  electrolyte  or  respiratory 
or  metabolic  abnormalities  may  aggravate  ven- 
tricular ectopy  or  may  impede  normal  drug  ac- 
tion. For  example,  hypokalemia  increases  ectopy 
while  reducing  effectiveness  of  many  agents.  Hy- 
poxia and  hypocapnea  likewise  aggravate  preex- 
istent ectopy. 

Concomitant  drug  therapy  may  likewise  pre- 
vent adequate  control.  Such  interaction  may  oc- 
cur by  any  of  several  mechanisms,  including  a di- 
rect aggravation  of  underlying  arrhythmias  (e.g., 
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by  a methylxanthine  or  drug  intoxication),  pro- 
duction of  electrolyte  or  metabolic  imbalance 
(e.g.,  diuretic  induced  hypokalemia),  alteration 
of  drug  metabolic  rates  (e.g.,  reduced  lidocaine 
clearance  by  propranolol),  and  competitive  bind- 
ing (e.g.,  increased  digitalis  levels  produced  by 
quinidine). 

Finally,  the  drug  given  to  reduce  ectopy  may 
itself  aggravate  ectopy.11  This  proarrhythmic  ef- 
fect may  result  from  indirect  mechanisms  such  as 
aggravating  congestive  heart  failure  or  by  direct 
electrophysiologic  actions.  The  latter  include  de- 
pressing cardiac  conduction  or  automaticity  to 
permit  reentrant  or  escape  rhythms  to  emerge. 
Idle  clinically  paradoxic  outcome  occurs  in  ap- 
proximately 10%  of  patients12  and  may  be  more 
common  in  those  with  more  severe  ventricular 
dysfunction13  and  more  complex  ectopy,  i.e., 
those  that  most  urgently  require  effective  antiar- 
rhythmic  drug  therapy. 

A fter  consideration  of  all  of  the  above  factors, 
what  can  be  done  to  achieve  control  in  the  patient 
with  a presently  “uncontrolled  arrhythmia"? 
(Note  the  difference  between  “uncontrolled"  and 
“uncontrollable.”)  Possible  approaches  are  listed 
in  Table  5. 

First,  problems  listed  in  Table  4 should  be 
corrected.  Approaches  include  reassessment  of 
arrhythmia  diagnosis,  reassessment  of  need  for 
and  the  goals  of  drug  therapy,  determination  of 
blood  drug  levels  and  assessment  of  adequacy  of 
drug  dose,  correction  of  underlying  electrolyte  or 
metabolic  imbalances,  and  reevaluation  of  con- 
comitant drug  therapy  for  other  related  or  unre- 
lated diseases  to  exclude  deleterious  pharmaco- 


TABLE  5 

APPROACHES  TO  THE  PATIENT  WITH  AN 
UNCONTROLLED  ARRHYTHMIA 

Correction  of  iatrogenic  factors 
Correction  of  reversible  disease  factors 
Alterations  in  antiarrhythmic  drug  therapy 
Dose  reduction 
Supratherapeutic  doses 
Alternate  agents 
Drug  combinations 
Nonpharmacologic  therapy 
Antitachycardia  pacemakers 
Implantable  cardioverters/defibrillators 
Endocardial  excision 
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logic  or  pharmacokinetic  interactions. 

Second,  clinical  abnormalities  related  to  the 
patient’s  underlying  diseases  should  be  correct- 
ed. This  may  include  increasing  antianginal  agents 
to  ameliorate  continuing  myocardial  ischemia, 
altering  digitalis  or  diuretic  therapy  to  reduce  ar- 
rhythmogenic  myocardial  stretch,  or  improving 
control  of  hypertension,  hypoxia,  or  thyrotoxi- 
cosis. 

Only  after  the  prior  concerns  have  been  re- 
solved should  alterations  in  antiarrhythmic  drug 
therapy  be  considered.  First,  to  exclude  proar- 
rhythmic  effects  that  mimic  intrinsic  lack  of  con- 
trol, consideration  should  be  given  to  stopping 
or,  at  least,  reducing  doses  of  all  agents.  This 
must  however  be  done  under  close  monitoring  to 
detect  emergence  of  more  severe,  life-threaten- 
ing arrhythmias  that  may  not  have  been  previ- 
ously observed.14 

Second,  increasing  drug  dosages  to  produce 
serum  levels  beyond  the  usually  recommended 
range  may  improve  control.  These  ranges  are  be- 
yond those  that  produce  “control”  in  a popula- 
tion sample;  individual  patients  may  require  sub- 
stantially higher  levels,  and  may  not  develop 
toxicity. 

Third , one  agent  may  be  switched  to  another. 
Even  within  the  same  pharmacologic  group  of 
drugs,  patients  may  respond  to  one  but  not  an- 
other agent.  For  example,  quinidine  may  be  ef- 
fective when  neither  procainamide  nor  disopyr- 
amide  achieves  adequate  control. 

Fourth,  drugs  may  be  given  in  combination. 
Two  general  approaches  may  be  used  to  choose 
agents  to  combine.  First,  two  similar  agents  may 
be  given  at  lower  doses  to  achieve  control  but 
without  the  side  effects  produced  by  full  doses  of 
either  agent.  For  example,  moderate  doses  of 
quinidine  and  procainamide  may  achieve  control 
when  either  one  given  alone  causes  intolerable 
complaints  at  doses  too  low  to  be  effective.15 

Alternatively,  two  agents  with  differing  phar- 
macologic properties  may  be  selected.  This  com- 
bination may  reduce  side  effects  (e.g.,  adding 
mexilitine  to  quinidine  may  reduce  the  drug-in- 
duced prolonged  QT  interval),  or  may  directly 
improve  efficacy.  The  latter  may  be  accom- 
plished by  selecting  agents  with  very  different 
modes  of  action,  for  example,  adding  a beta-ad- 
renergic antagonist  or  a drug  that  effects  pre- 
dominantly repolarization  (e.g.,  amiodarone)  to 
an  agent  predominantly  affecting  sodium  chan- 
nels. Guidelines  have  been  recently  detailed  by 
Greenspan  et  al.16 


Finally,  when  none  of  these  approaches  pro- 
duces satisfactory  results,  nonpharmacologic 
methods  should  be  considered.  These  include 
implantation  of  antitachycardia  pacemakers  or 
cardioverter/defibrillators1719  and  direct  surgical 
resection  of  the  arrhythmogenic  tissue.19  20  Both 
antitachycardia  pacemakers  and  implantable  car- 
dioverters/defibrillators contain  circuits  and  logic 
to  diagnose  ventricular  tachycardia  or  fibrilla- 
tion. Tachycardias  may  be  broken  by  introducing 
appropriately  timed  extrastimuli  to  break  the 
reentrant  circuit — just  as  may  be  done  in  the 
clinical  electrophysiology  laboratory.  Alternate- 
ly, both  sustained  ventricular  tachycardia  and  fi- 
brillation may  be  successfully  converted  to  sinus 
rhythm  by  delivery  of  one  or  more  20-30  joule 
shocks  through  implanted  epicardial  and  intra- 
cavitary electrodes.  Although  these  devices  are 
new  and  expensive  and  do  require  a thoracotomy 
to  implant,  early  experience  suggests  a major  role 
for  future  devices  in  clinical  management.1719 

Direct  extirpation  of  damaged  tissue  respon- 
sible for  initiation  of  ventricular  arrhythmias  has 
also  proven  to  be  feasible  and,  in  many  cases, 
highly  successful.  The  most  common  approach 
involves  resection  of  grossly  aneurysmal  myocar- 
dium plus  a margin  of  subendocardial  tissue  to 
include  sites  of  tachycardia  initiation  as  deter- 
mined by  intraoperative  electrophysiologic  map- 
ping.19-20 

All  of  these  latter  approaches  require  complex 
and  sophisticated  preoperative  evaluations.  This 
is  true  for  pacemaker  implants  (intended  antita- 
chycardia modes  may  produce  acceleration  of  the 
rhythm  with  degeneration  to  fibrillation)  as  well 
as  for  operative  therapies. 

I hope  this  review  has  identified  key  ap- 
proaches to  diagnosis  and  management  of  com- 
plex but  uncontrolled  arrhythmias.  Specific 
guidelines  may  be  found  in  the  cited  references. 
It  must  be  repeatedly  emphasized  that  none  of 
the  approaches  should  be  considered  without  a 
careful  clinical  evaluation  and  reevaluation  to  as- 
sess the  need  for  therapy,  the  goals  of  therapy, 
and  the  presence  of  correctable  factors.  New 
pharmacologic  agents  as  well  as  electronic  and 
surgical  approaches  will  clearly  expand  the  pos- 
sibilities that  may  reduce  the  presently  high  inci- 
dence of  sudden  cardiac  death,  but  will  not  re- 
place basic  clinical  judgment. 

The  case  presented  illustrates  this  concept. 
Careful  and  prolonged  interviewing  suggested  that 
most  palpitations  and  disability  occurred  after 
relatively  sleepless  nights.  Prescription  of  a hyp- 
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notic  agent  (flurazepam,  30  mg  at  bedtime)  im- 
proved rest,  reduced  ectopic  frequency,  and 
markedly  improved  the  disabling  symptoms.  No 
further  antiarrhythmic  drug  therapy  was  needed. 
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VUH  Morning  Report 


A Case  of  Rhabdomyolysis 


Case  Report 

A 29-year-old  Hispanic  man  with  a history  of  heavy  alco- 
hol and  cocaine  abuse  was  admitted  to  Vanderbilt  Hospital 
with  acute  psychosis.  He  had  been  well  until  the  day  before 
admission,  when  he  had  drunk  12  beers  and  used  intranasal 
cocaine.  Shortly  thereafter,  he  became  violent  and  irrational, 
and  was  brought  to  Vanderbilt  Hospital  confused  and  com- 
bative and  requiring  restraint.  In  the  emergency  room,  his 
mental  status  improved,  but  when  his  catheterized  urine  was 
noted  to  be  tea  colored,  he  was  admitted  for  observation. 

His  physical  examination  was  negative  except  for  drowsi- 
ness; he  had  no  muscle  tenderness  or  swelling.  Laboratory 
examination  showed  a metabolic  acidosis,  with  a serum  pH 
of  7.26  (normal  7.35  to  7.45).  Pco:  of  26  mm  Hg  (normal  35 
to  45)  and  a serum  bicarbonate  of  17  mmol/L  (normal  22  to 
30).  His  electrolytes  were  normal  and  his  creatinine  was  1.0 
mg/dl  (normal  0.6  to  1.2).  Other  values  included  an  LDH  of 
1.330  IU/L  (normal  125  to  250).  an  SCOT  of  410  IU/L  (nor- 
mal 4 to  40).  a total  bilirubin  of  0.4  mg/dl  (normal  0.2  to  1.2) 
and  a CPK  of  21.000  IU/L  (normal  30  to  210).  CBC  count, 
platelet  count,  and  coagulation  studies  were  normal.  His  ur- 
ine was  brown  and  dipstick  positive  for  albumin,  acetone, 
and  a trace  of  blood,  but  no  red  cells  were  seen.  Urine  for 
myoglobin  was  negative. 

It  was  thought  that  the  patient  had  rhabdomyolysis,  and 
he  was  vigorously  hydrated  to  maintain  a high  urine  output. 
His  serum  CPK  peaked  at  29,000  IU/L  on  day  3 of  hospital- 
ization. and  subsequently  decreased,  his  creatinine  remained 
normal,  and  his  metabolic  acidosis  resolved. 

Comment 

Rhabdomyolysis  is  the  clinical  and  laboratory  syn- 
drome resulting  from  skeletal  muscle  injury;  translat- 
ed. it  means  "skeletal  muscle  dissolution.”  The  usual 
clinical  syndrome  emphasizes  muscle  pain,  swelling, 
and  weakness,  with  dark  urine,  although  some  or  none 
of  these  findings  may  be  present.1  The  diagnosis  is 
confirmed  biochemically  by  measuring  substances  re- 
leased from  damaged  muscle  tissue,  which  include 


CPK,  LDH,  SCOT,  aldolase,  myoglobin,  potassium, 
phosphate  and  purine  metabolites,  CPK  being  the  most 
sensitive  marker. 

Rhabdomyolysis  may  or  may  not  result  in  detecta- 
ble myoglobinuria,  depending  on  the  amount  of  myo- 
globin released  into  the  plasma,  the  glomerular  filtra- 
tion rate,  and  the  urine  concentration.  Since  myoglobin 
is  cleared  in  one  to  six  hours  by  urinary  excretion,  it 
is  often  not  detected.1 

Gabow  et  al1  studied  the  records  of  87  patients  with 
rhabdomyolysis  and  found  alcoholism  to  be  the  most 
common  etiologic  factor.  Compression  of  muscle  as- 
sociated with  lying  immobile  for  long  periods  was  sec- 
ond. Multiple  factors  caused  the  condition  in  59%,  in- 
cluding the  strenuous  exercise  of  military  recruits  at 
boot  camp.2 1 

One  of  the  more  common  and  serious  conse- 
quences of  rhabdomyolysis  is  renal  failure.  Its  fre- 
quency is  unknown,  but  may  be  as  high  as  33%.'  Its 
cause  in  this  situation  is  also  unknown,  as  myoglobin 
itself  does  not  seem  to  induce  it.4  Further,  the  risk  of 
renal  failure  does  not  correlate  with  peak  CPK  val- 
ues.' 

Treatment  of  rhabdomyolysis  is  primarily  suppor- 
tive and  aimed  at  maintaining  a high  urine  output  and 
treating  any  metabolic  abormalities  (i.e.,  disseminated 
intravascular  clotting,  hyperkalemia,  and  metabolic 
acidosis)  that  may  occur. 
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Meningoencephalitis  in  a Heart  Transplant  Recipient 


Case  Report 

A 49-vear-old  white  man  who  had  received  a cardiac 
transplant  six  months  earlier  was  admitted  to  Vanderbilt 
Hospital  with  fever,  confusion,  and  meningismus.  Congestive 


Prepared  by  Jason  D.  Morrow.  M.D..  Hugh  .).  Morgan  chief  med- 
ical resident.  Vanderbilt  Medical  Center.  Nashville. 


heart  failure  began  six  years  prior  to  transplant,  progressing 
to  end  stage  disease  with  a dilated  cardiomyopathy  of  unclear 
etiology.  The  patient  subsequently  received  an  orthotopic 
cardiac  transplant  complicated  postoperatively  by  Staphylo- 
coccus epidermidis  sepsis,  mild  rejection  reaction,  and  hepat- 
ic dysfunction.  He  subsequently  did  well  on  a regimen  of  cy- 
closporine, azathioprine,  and  prednisone  until  the  day  prior 
to  admission,  when  he  developed  fever,  headache  and  tna- 
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laise;  he  subsequently  became  confused  and  was  admitted  to 
Vanderbilt  University  Hospital. 

Physical  examination  showed  a well-developed  white  man 
unresponsive  to  commands.  His  temperature  was  103.6  F 
rectallv.  pulse  120/min.  and  blood  pressure  140/90  mm  llg. 
Except  for  meningismus,  the  remainder  of  Ins  physical  ex- 
amination was  negative. 

Laboratory  examination  showed  a peripheral  WBC  count 
of  13. 600/c u min  (normal  4.000  to  10.000)  with  10%  band 
forms.  88%  polymorphonuclear  cells,  and  2%  lymphocytes 
on  the  differential.  Other  laboratory  results  were  normal,  as 
was  CT  scan  of  the  head  with  and  without  contrast.  A lumbar 
puncture  revealed  an  opening  pressure  of  350  mm  H:0,  with 
a protein  ol  120  mg/dl  (normal  15  to  45),  glucose  44  mg/dl 
(normal  45  to  75),  and  cell  count  of  300  WBCs/cu  mm,  of 
which  73%  were  neutrophils  and  27%  were  monocytes:  there 
were  710  RBCs/eu  mm.  Gram  stain  and  India  ink  preparation 
were  negative  lor  organisms  and  the  cryptococcal  antigen  was 
negative.  The  patient  was  placed  on  cefotaxime  2 gm  IV  every 
four  hours,  ampicillin  2 gm  IV  every  four  hours,  and  genta- 
micin 100  mg  IV  everv  eight  hours.  Subsequent  blood  and 
CSF  cultures  grew  Listeria  monocytogenes.  Once  culture  re- 
sults were  known,  the  patient  was  treated  with  ampicillin  alone 
for  three  weeks  and  recovered  completely. 

Comment 

Listeria  monocytogenes  is  a Gram-positive  rod 
shaped  motile  aerobic  bacterium  associated  with  a va- 
riety of  infections.  In  the  immunosuppressed  patient, 
it  most  often  causes  sepsis  and  meningoencephalitis,1 
the  latter  when  bacteremia  leads  to  seeding  of  the 
meninges  and  brain.  The  presentation  may  be  subtle 


or  fulminant.  In  some  studies  of  immunosuppressed 
patients,  it  is  the  most  common  cause  of  meningitis.2 
Further,  it  is  being  recognized  with  increased  frequen- 
cy as  a cause  of  serious  infections  in  renal  transplant 
recipients,  and  has  been  reported  as  a cause  of  men- 
ingitis in  heart  transplant  patients.24  Host  factors  that 
appear  to  predispose  to  infection  are  T cell-mononu- 
clear cell  defects. 

CSF  findings  in  Listeria  meningoencephalitis  are 
variable,  with  WBC  counts  ranging  from  6,000  to 
12,000/cu  mm.  CSF  protein  may  also  vary,  and  CSF 
glucose  values  can  be  low  or  normal.'  The  Gram  stain 
of  the  CSF  is  often  negative,  but  the  organism  will 
grow  easily  on  standard  media. 

The  therapy  of  choice  is  penicillin  or  ampicillin,  al- 
though resistance  to  both  antibiotics  has  been  shown. 
Some  studies  note  synergism  with  these  agents  and 
aminoglycosides.  Chloramephenicol  or  cotrimoxazole 
may  be  alternative  agents  for  treatment,  but  data  are 
sparse.1  P ^ 
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With  tax  reform,  I am  unclear  on  what  new 
investments  my  portfolio  may  need. 


- Professional  Equities  Corporation  - 

I am  working  as  hard  today  as  I was  10  years  ago, 
but  I am  just  not  where  I had  hoped  to  be 

financially! 


-Professional  Equities  Corporation  - 

The  children’s  needs  are  more  expensive 
than  I had  envisioned. 


-Professional  Equities  Corporation  - 

I wish  I could  get  my  hands  on  investment 
information  of  substance. 


...FOR  A SECOND  OPINION... 

Professional  Equities  Corporation 
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Loss  Prevention  Case  of  the  Month 


Come  to  My  Office  in  the  Morning 


J.  KELLEY  AVERY,  M.D. 

With  very  few  exceptions,  every  physician  who 
reads  this  column  will  have  made  that  statement 
many  times  during  the  course  of  his  practice. 
Most  of  the  time  such  a statement  is  entirely  jus- 
tified, and  is  extremely  good  advice,  but  once  in 
a while  an  event  occurs  to  make  us  realize  that 
“come  to  my  office  in  the  morning"  is  a piece  of 
advice  that  must  be  given  with  due  regard  to  the 
circumstances. 

Case  Report 

A 58-year-old  man  had  been  treated  in  the  hospital  for  an 
acute  myocardial  infarction  complicated  by  severe,  persistent 
pain  and  some  congestive  heart  failure.  His  initial  period  of 
hospitalization  was  something  slightly  less  than  two  weeks. 
He  became  pain-free  after  four  or  five  days  in  the  hospital, 
and  although  he  developed  significant  pulmonary  congestion, 
on  proper  diuretics  and  low'-salt  intake  his  lungs  cleared;  at 
the  time  of  discharge  he  was  pain-free  and  breathing  easily. 

On  leaving  the  hospital  he  was  given  instructions  about 
medications,  which  included  nitroglycerin  and  a diuretic  to  be 
taken  daily.  A graduated  program  of  exercise  was  prescribed, 
and  he  was  given  an  appointment  to  see  his  cardiologist  two 
weeks  from  the  time  of  discharge. 

During  the  six  days  following  discharge,  there  were  four 
telephone  calls  from  the  patient,  each  time  complaining  of 
chest  pain,  and  each  time  he  talked  with  a resident  who  had 
seen  him  while  he  was  in  the  hospital.  He  was  advised  to  take 
his  nitroglycerin  regularly,  w'as  reassured,  and  reminded  of 
his  appointment  with  the  cardiologist.  Nine  days  after  dis- 
charge, on  a very  busy  night  in  the  emergency  room  (ER), 
he  appeared  at  3 am  with  severe  chest  pain,  marked  diapho- 
resis. and  extreme  shortness  of  breath.  The  hospital  was  very 
crowded,  and  there  were  no  available  beds  in  the  coronary 
care  unit  (CCU).  He  was  observed  for  about  six  hours  in  the 
ER  and  given  morphine,  IV  diuretics,  and  oxygen  support 
with  marked  improvement.  His  chest  pain  subsided,  and  with 
oxygen  he  was  no  longer  short  of  breath.  After  the  period  of 
observation,  he  was  allowed  to  go  home  and  was  told  to  “see 
his  cardiologist  in  the  morning."  He  returned  to  the  ER  two 
hours  later  in  severe  congestive  heart  failure,  experienced 
cardiopulmonary  arrest  in  the  ER,  and  died  two  days  later. 

After  a lawsuit  was  filed,  the  investigation  revealed  that 
this  patient’s  four  calls  to  his  cardiologist  had  been  handled 
by  two  different  residents.  Although  they  communicated  with 
the  cardiologist,  there  was  no  effort  on  their  part  or  the  part 
of  the  specialist  to  have  the  patient  speak  with  the  cardiolo- 
gist himself.  Investigation  disclosed  that  on  the  night  when 


Dr.  Averv  is  chairman  of  the  Loss  Prevention  Committee.  State 
Volunteer  Mutual  Insurance  Company.  Brentwood,  and  medical  di- 
rector for  Ambulatory/Outpaticnt  Services.  St.  Thomas  Hospital. 
Nashville. 


the  patient  went  to  the  ER  with  chest  pain  and  shortness  of 
breath,  the  cardiologist  approved  by  telephone  the  resident's 
decision  to  allow  the  patient  to  go  home  after  the  six-hour 
observation  period,  during  which  he  responded  to  treatment. 
Litigation  resulted  in  a large  settlement. 

Loss  Prevention  Comments 

The  lawsuit  charged  the  residents  and  the  car- 
diologist with  negligence  in  the  care  of  the  pa- 
tient. One  of  the  most  damaging  facts  uncovered 
in  the  investigation,  and  one  among  others  that 
led  to  the  large  settlement,  was  that  the  “crowd- 
ed hospital"  somehow  influenced  the  decision  by 
the  resident  and  the  cardiologist  to  allow  this  man 
to  return  to  his  home  rather  than  keep  him  in  the 
hospital. 

Conditions  other  than  those  presented  by  the 
patient  frequently  influence  our  decisions  rela- 
tive to  the  patient’s  care;  in  this  very  tragic  case, 
it  was  a “crowded  hospital,”  “the  unavailability 
of  a bed  in  the  CCU,”  and  a genuine  belief  that 
the  patient  would  be  better  off  at  home  than  he 
would  have  been  in  an  unmonitored  bed  on  a 
regular  medical  floor  that  led  to  his  being  al- 
lowed to  return  home.  Sometimes,  when  there 
are  no  financial  impediments  to  the  care  of  a pa- 
tient, we  might  do  things  differently  than  we 
would  if  the  patient  were  going  to  be  unable  to 
pay  his  hospital  bill.  When  we  practice  in  an  area 
remote  from  a tertiary  care  hospital,  we  might 
well  “wait"  for  a patient  to  stabilize,  but  when 
given  the  same  patient  in  a tertiary  care  setting 
our  management  would  be  more  aggressive. 
Within  limits,  these  variations  in  the  manage- 
ment of  patients  under  differing  circumstances  can 
be  fully  justified.  However,  when  there  is  a bad 
result  that  can  be  linked  to  decisions  we  make 
because  of  circumstances  other  than  those  inher- 
ent in  the  condition  of  the  patient,  we  put  our- 
selves in  a position  that  may  be  legally  hard  to 
defend  if  litigation  results.  In  this  case,  it  is  en- 
tirely probable  that  this  patient’s  outcome  would 
have  been  the  same  even  if  he  had  been  retained 
in  the  hospital,  but  it  could  also  be  argued  the 
other  way.  ZHZT7 
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Health  and  Environment  Report 


Birth  Certificate  Changes 

PAULA  M.  TAYLOR,  M.S. 


Although  births  have  been  registered  in  all 
Tennessee  counties  since  1914,  the  form  of  the 
certificate  has  changed  through  the  years.  Few 
documents  have  the  legal  significance  of  the  birth 
certificate.  As  our  society  has  become  more 
complex,  persons  are  required  more  frequently 
to  provide  proof  of  age,  parentage,  and  citizen- 
ship; thus,  the  birth  certificate  is  more  important 
now  than  ever  before. 

Because  of  their  dual  purpose — legal  and  sta- 
tistical— vital  records  maintain  a unique  role  in 
the  public  health  field.  Vital  statistics  obtained 
from  the  record  are  recognized  as  fundamental 
to  the  planning  and  administration  of  public 
health  programs,  both  governmental  and  non- 
governmental. 

The  vital  records  system  in  the  United  States 
is  unlike  that  in  most  other  countries  because  the 
U.S.  system  is  decentralized  and  cooperative. 
Responsiblity  for  registration  of  vital  events  be- 
longs to  the  individual  states  and  seven  other  in- 
dependent registration  areas.  In  order  to  achieve 
national  uniformity  and  thus  contribute  to  a na- 
tional vital  statistics  system,  these  57  registration 
areas  strive  to  adopt  or  otherwise  conform  to  na- 
tionally recommended  reporting  forms  (termed 
U.S.  Standard  Certificates),  definitions,  and  laws 
and  regulations. 

In  Tennessee,  the  registration  of  vital  events 
(births,  defects,  fetal  deaths,  induced  termina- 
tions of  pregnancy,  marriages,  and  divorces)  is 
the  responsibility  of  the  Tennessee  Department 
of  Health  and  Environment,  but  the  Department 
depends  on  practicing  physicians,  medical  rec- 
ords staffs,  county  clerks,  and  others  to  provide 
the  information. 

Approximately  every  ten  years,  the  format  and 
content  of  the  vital  records  in  this  country  are 
evaluated  by  a panel  of  national  experts  to  as- 

From  the  Center  for  Health  Statistics.  Tennessee  Department  of 
Health  and  Environment.  Nashville. 
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sure  that  the  requested  information  reflects  cur- 
rent technology  and  societal  attitudes  and  meets 
the  needs  of  data  users.  This  periodic  evaluation 
has  recently  been  completed,  and  recommenda- 
tions for  changes  to  the  certificates  have  been 
transmitted  to  the  vital  records  offices  in  all  states. 

Representatives  of  the  American  College  of 
Obstetricians  and  Gynecologists,  the  American 
Hospital  Association,  the  Association  for  Mater- 
nal and  Child  Health  and  Crippled  Children's 
Programs,  state  health  departments,  and  two  re- 
searchers (one  in  neonatology  and  one  in  demog- 
raphy) comprised  the  panel  that  evaluated  the 
Standard  Birth  Certificate.  The  panel's  recom- 
mendations were  intended  to  reflect  concern  for 
issues  likely  to  remain  important  over  the  next 
decade — environmental  health,  occupational 
health  services,  control  of  noninfectious  diseases, 
and  changes  in  the  health  care  delivery  system. 

The  newly  recommended  national  Standard 
Birth  Certificate  (Figure)  reflects  some  signifi- 
cant changes  from  the  certificate  now  in  use.  The 
first  change  is  that  medical  items  on  the  certifi- 
cate (complications  of  pregnancy,  concurrent  ill- 
nesses or  conditions  affecting  the  pregnancy,  and 
congenital  malformations  of  the  child)  are  being 
reformatted  from  open-ended  responses  to  spe- 
cific check-box  responses.  This  approach  is  ex- 
pected to  result  in  more  complete,  usable,  and 
uniform  data. 

The  second  major  recommendation  is  the  ad- 
dition of  three  new  items,  in  check-box  format, 
to  obtain  information  on  obstetric  procedures, 
method  of  delivery,  and  abnormal  conditions  of 
the  newborn.  These  items  will  attempt  to  meas- 
ure the  use  of  certain  technologies  in  obstetrics 
as  well  as  the  incidence  of  specific  abnormal 
newborn  conditions. 

The  third  major  change  involved  replacing  the 
existing  open-ended  question  about  the  ethnic 
origin  of  the  parents  with  a specific  inquiry  about 
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TYPf /PRINT 
IN 

PERMANENT 
BLACK  INK 
FOR 

INSTRUCTIONS 

SEE 

HANDBOOK 


LOCAL  FILE  NUMBER 


U S.  STANDARD 

CERTIFICATE  OF  LIVE  BIRTH 


BIRTH  NUMBER 


1.  CHILD'S  NAME  (First.Middle.Last) 

2.  DATE  OF  BIRTH  (Month. Day.  Year) 

3.  TIME  OF  BIRTH 

M 

4 SEX 

5.  CITY,  TOWN.  OR  LOCATION  OF  BIRTH 

6.  COUNTY  OF  BIRTH 

7.  PLACE  OF  BIRTH:  □ Hospital  □ Freestanding  Birthing  Center 
□ Clinic/Doctor's  Office  □ Residence 

□ Other  ( Specify I 


9.  I certify  that  this  child  was  bom  alive  at  the 
place  and  time  and  on  the  date  stated. 


10.  DATE  SIGNED 
(Month, Day.  Year I 


Signature  ^ 


12.  CERTIFIER  S NAME  AND  TITLE  ( Type/Print I 


DEATH  UNDER 
ONE  YEAR  OF 
AGE 

Enter  Stale  File 
Number  ol  death 
certificate  lor 
this  child 


□ M.D.  □ D.O. 

□ Other  ( Specify ) 


□ Hospital  Admin. 


□ C.N.M. 


□ Other  Midwife 


8.  FACILITY  NAME  t!f  not  institution,  give  street  and  number I 


11.  ATTENDANT'S  NAME  AND  TITLE  lit  other  than  certifier I tType/Print) 
Name  — ^ 

□ M.D.  □ D.O.  □ C.N.M.  □ Other  Midwife 
□ Other  (Specify!  


13.  ATTENDANT'S  MAILING  ADDRESS  (Street  and  Number  or  Rural  Route  Number. 
City  or  Town.  State.  Zip  Code! 


14.  REGISTRAR  S SIGNATURE 

► 


15.  DATE  FILED  BY  REGISTRAR  (Month. Day.  Year) 


1 6a.  MOTHER'S  NAME  (First. Middle.Lastl 


16b.  MAIDEN  SURNAME 


17.  DATE  OF  BIRTH  (Month. Day.  Year) 


18.  BIRTHPLACE  (State  or  Foreign  Country ) 


19a.  RESIDENCE-STATE 


1 9d.  STREET  AND  NUMBER 


19b.  COUNTY 


19c.  CITY.  TOWN.  OR  LOCATION 


1 9e.  INSIDE  CITY  LIMITS?  (Yes  or  no) 


20.  MOTHER'S  MAILING  ADDRESS  (If  same  as  residence,  enter  Zip  Code  only) 


21.  FATHER'S  NAME  (First. Middle. Last) 


22.  DATE  OF  BIRTH  (Month. Day.  Year) 


23.  BIRTHPLACE  (State  or  Foreign  Country) 


24  I certify  that  the  personal  information  provided  on  this  certificate  is  correct  to  the  best  of  my  knowledge  and  belief 
Signature  of  Parent  or  Other  Informant  ^ 


INFORMATION  FOR  MEDICAL  AND  HEALTH  USE  ONLY 


25.  OF  HISPANIC  ORIGIN?  (Specify  No  or  Yes  — If  yes,  specify 
Cuban,  Mexican,  Puerto  Rican,  etc.) 


25a.  □ No 

Specify: 


□ Yes 


MULTIPLE  BIRTHS 
Enter  Stale  File 
Number  lor  Mate(s) 
LIVE  BIRTH(S) 


FETAL  DEATH(S) 


25b.  □ No 

Specify: 


26.  RACE  — American  Indian,  Black,  White,  etc. 
(Specify  below) 


28.  PREGNANCY  HISTORY 
(Complete  each  section) 


LIVE  BIRTHS 

(Do  not  include  this  child) 


28a  Now  Living  j 28b.  Now  Dead 

Number 1 Number 

□ None  j □ None 


28c.  DATE  OF  LAST  LIVE  BIRTH 
(Month.  Year) 


36.  APGAR  SCORE 


36a.  1 Minute 


36b.  5 Minutes 


OTHER  TERMINATIONS 
(Spontaneous  and  induced  at 
any  time  after  conception) 


28d. 

Number  _ 
□ None 


28e.  DATE  OF  LAST  OTHER 

TERMINATION  (Month.  Year) 


29.  MOTHER  MARRIED?  (At  birth,  conception,  or 
any  time  between)  (Yes  or  no) 


31.  MONTH  OF  PREGNANCY  PRENATAL  CARE 
BEGAN— First,  Second,  Third,  etc.  (Specify) 


33  BIRTH  WEIGHT  (Specify  unit) 


35a.  PLURALITY— Single,  Twin,  Triplet,  etc 
(Specify) 


27.  EDUCATION 

(Specify  only  highest  grade  completed) 


Elementary/Secondary  (0-12)1  College  (1-4  or  5 + ) 


30.  DATE  LAST  NORMAL  MENSES  BEGAN 
(Month. Day.  Year) 


32.  PRENATAL  VISITS-Total  Number 
(If  none,  so  state) 


34  CLINICAL  ESTIMATE  OF  GESTATION  (Weeks) 


35b.  IF  NOT  SINGLE  BIRTH-Born  First.  Second. 
Third,  etc.  (Specify) 


37a.  MOTHER  TRANSFERRED  PRIOR  TO  DELIVERY?  □ No  □ Yes  If  Yes,  enter  name  of  facility  transferred  from 


37b.  INFANT  TRANSFERRED?  □ No  □ Yes  If  Yes.  enter  name  of  facility  transferred  to 


38a.  MEDICAL  RISK  FACTORS  FOR  THIS  PREGNANCY 
(Check  all  that  apply) 

Anemia  (Hct.  < 30/Hgb.  <10)  01 

Cardiac  disease  02  □ 

Acute  or  chronic  lung  disease  03 

Diabetes 
Genital  herpes 

Hydramnios/Oligohydramnios  06  □ 

Hemoglobinopathy  07 

Hypertension,  chronic 08  □ 

Hypertension,  pregnancy-associated 

Eclampsia 

Incompetent  cervix 
Previous  infant  4000+  grams  12  □ 

Previous  preterm  or  small-for-gestational-age 

infant  13  □ 

Renal  disease  14 

Rh  sensitization 
Uterine  bleeding 

None 00 

Other  

( Specify ) 


. 01 

□ 

. 02 

□ 

03 

Q 

04 

□ 

. 05 

□ 

. 06 

□ 

07 

□ 

08 

□ 

09 

□ 

10 

□ 

11 

□ 

12 

□ 

. 13 

□ 

14 

□ 

. 15 

□ 

. 16 

□ 

00 

□ 

17 

□ 

38b 


OTHER  RISK  FACTORS  FOR  THIS  PREGNANCY 
(Complete  all  items) 


Yes  □ No  □ 


Tobacco  use  during  pregnancy 

Average  number  cigarettes  per  day 

Alcohol  use  during  pregnancy  . Yes  □ No  □ 

Average  number  drinks  per  week 

Weight  gained  during  pregnancy lbs. 


39.  OBSTETRIC  PROCEDURES 
(Check  all  that  apply) 

Amniocentesis 

Electronic  fetal  monitoring 
Induction  of  labor 
Stimulation  of  labor 

Tocolysis  

Ultrasound 

None  

Other  

(Specify) 


. . 01 

a 

02 

a 

. . 03 

□ 

. 04 

□ 

. 05 

□ 

. 06 

□ 

. 00 

□ 

07 

□ 

40.  COMPLICATIONS  OF  LABOR  AND/OR  DELIVERY 
(Check  all  that  apply) 

Febrile  ( >100°F.  or  38°C.) 01  □ 

Meconium,  moderate/heavy 02  □ 

Premature  rupture  of  membrane  ( >12  hours) 03  □ 

Abruptio  placenta  04  □ 

Placenta  previa  05  □ 

Other  excessive  bleeding 06  □ 

Seizures  during  labor 07  □ 

Precipitous  labor  ( < 3 hours)  08  □ 

Prolonged  labor  ( >20  hours)  09  □ 

Dysfunctional  labor  10  □ 

Breech/Malpresentation  11  □ 

Cephalopelvic  disproportion 12  □ 

Cord  prolapse 13  □ 

Anesthetic  complications 14  □ 

Fetal  distress  15  □ 

None  00  □ 

Other  16  □ 

(Specify) 


41.  METHOD  OF  DELIVERY  (Check  all  that  apply) 

Vaginal 

Vaginal  birth  after  previous  C-section 

Primary  C-section 
Repeat  C-section 

Forceps 

Vacuum • • • • 


01 

□ 

02 

□ 

03 

□ 

04 

□ 

05 

□ 

06 

□ 

42.  ABNORMAL  CONDITIONS  OF  THE  NEWBORN 
(Check  all  that  apply) 

Anemia  (Hct.  <39/Hgb  < 13) 

Birth  injury 

Fetal  alcohol  syndrome 
Hyaline  membrane  disease/RDS 
Meconium  aspiration  syndrome 
Assisted  ventilation  < 30  min 

Assisted  ventilation  >30  min 
Seizures 

None  

Other — 

(Specify) 


01 

□ 

...  02 

□ 

03 

□ 

. 04 

□ 

...  05 

□ 

. 06 

o 

...  07 

□ 

08 

□ 

. 00 

□ 

09 

□ 

43.  CONGENITAL  ANOMALIES  OF  CHILD 
(Check  all  that  apply) 

Anencephalus 

Spina  bifida/Meningocele 02 
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Hispanic  origin.  (This  does  not  affect  the  ques- 
tion concerning  race  of  the  parents,  which  will 
remain  in  its  present  format.)  This  recommen- 
dation resulted  from  the  great  interest  in  the 
health  status  and  growth  of  the  Hispanic  popu- 
lation, which  is  now  the  fastest  growing  ethnic 
group  in  this  country. 

Last,  but  most  obvious,  is  the  change  in  size 
from  the  current  IV2  x 9-inch  form  to  legal  size 
( (S I/2  x 14  inch).  This  change  was  necessitated 
not  by  the  addition  of  new  items  but  rather  by 
the  space  required  for  check-box-style  responses. 

The  Tennessee  Department  of  Health  and  En- 
vironment has  begun  to  assess  these  national  rec- 
ommendations. Before  finalizing  the  design  of  a 
new  Tennessee  birth  certificate,  department  staff 


will  meet  with  physicians,  medical  records  per- 
sonnel, and  data  users  to  discuss  ways  to  incor- 
porate Tennessee  needs  into  the  new  form.  Since 
the  Tennessee  Medical  Association  will  be  asked 
to  assist  in  the  design  of  the  new  birth  certificate, 
physicians  who  have  recommendations  for 
changes  should  transmit  them  to  the  TMA  office 
or  contact  Paula  M.  Taylor,  Director,  Center  for 
Health  Statistics,  C2-242  Cordell  Hull  Building, 
Nashville,  TN  37219  or  call  Mrs.  Taylor  at  741- 
1954  (in  Nashville)  or  toll  free  (800)  547-3558  (in 
Tennessee). 

Lise  of  this  new  birth  certificate  is  not  sched- 
uled to  begin  in  Tennessee  until  Jan.  1,  1989.  This 
should  provide  ample  time  for  input  from  physi- 
cians across  Tennessee.  r A 


Time  Your  Lease  Payments 
To  Coincide  With 
Your  High  Census 
Periods 

Provide  your  hospital  with  up-to-date  monitoring  for 
your  cardiac  patients.  Your  lease  will  be  activated  by 
your  first  patient  and  the  monthly  lease  charge  is  based 
entirely  on  the  number  of  patients  you  admit  to  the 
system.  You  are  billed  for  the  system  only  when  you 
use  it.  If  it’s  time  to  replace  an  old  monitoring  sys- 
tem, or  add  new  telemetry  or  arrythmia  detection,  call 
1-800-851-8184  for  more  details.  Because  in 
today’s  hospital  environment,  timing  is 
everything. 
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P r of  ess  i o n ci  l is  m 

It  seems  that  physicians  are  having  increasing  difficulty  maintaining  their 
professionalism.  The  environment  in  which  we  are  forced  to  practice  in- 
creasingly forces  us  to  act  more  as  merchants  or  purveyors  of  a service  than 
a group  of  learned  professionals  dedicated  to  serving  the  public. 

As  professionals,  we  correctly  assumed  that  no  one  but  another  physician 
could  adequately  evaluate  our  practices  and  encourage  our  colleagues  to 
practice  ethical  medicine.  The  public  appreciated  this,  and  thus  far  believes 
that  the  AMA  and  its  component  societies  oversee  doctors'  ethical  practices. 
We  know,  however,  that  the  FTC  and  the  Supreme  Court  have  virtually 
emasculated  peer  review  and  ethics  committees. 

Now  market  forces  are  forcing  physicians  farther  away  from  profession- 
alism. Both  federal  and  medical  sources  have  referred  to  us  as  providers  and 
as  the  health  care  industry  so  long  and  so  often  that  even  we  are  beginning 
to  see  ourselves  in  that  light.  The  FTC  has  insisted  so  strongly  on  competi- 
tion in  the  marketplace  that  we  have  become  medical  merchants  seeking 
better  marketing  ploys,  joint  ventures  with  non-professionals,  and  medical 
care  offered  at  advertised  discounts  to  various  groups  (PPO  members),  just 
like  a department  store. 

Now  along  comes  one  more  challenge  to  our  professional  image.  That 
challenge  is  physician  drug  dispensing.  We  have  always  had  the  right  to 
dispense  drugs,  and  have  individually  decided  about  doing  it.  Now  the  FTC 
on  the  one  hand  is  encouraging  and  even  demanding  competition  at  all  lev- 
els. including  drug  dispensing,  while  on  the  other  hand  Congress,  in  re- 
sponse to  some  pharmacists,  is  trying  to  prohibit  physicians  from  dispensing 
drugs  when  the  service  makes  a profit  for  the  doctor. 

Where  does  all  of  this  lead — drug  dispensing,  advertising,  marketing,  joint 
venturing  with  non-professionals?  If  we  are  going  to  continue  to  enjoy  the 
public's  respect,  or  in  some  cases  to  regain  lost  respect,  then  we  must  scru- 
pulouslv  evaluate  all  of  our  activities.  We  need  public  support  to  restrain 
government  and  market  forces  that  would  seriously  damage  our  ability  to 
practice  as  we  would  like.  We  are  few  in  number,  and  we  must  maintain  our 
image  to  have  any  political  clout.  Every  act  that  can  be  interpreted  as  non- 
professional will  be  used  to  reduce  us  to  an  industry,  not  a profession,  and 
to  be  regulated  like  a public  utility.  The  litmus  test  is  simple:  if  your  choice 
serves  the  public,  your  patients,  then  it  is  professionalism:  if  your  actions 
serve  you  more  than  your  patient,  then  it  is  merchandising  of  medical  care. 
The  choice  is  vours. 
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editorial/ 


On  Playing  Drugstore 

Since  surfacing  a couple  of  years  ago,  the  is- 
sue of  dispensing  of  drugs  by  physicians,  appar- 
ently introduced  by  the  wholesale  drug  packag- 
ing industry,  has  generated  a lot  of  conversation 
and  not  a little  controversy.  It  is  clearly  turf  war- 
fare, and,  as  usual,  economics  is  at  the  bottom 
of  the  quarrel. 

Historically,  doctors  have  always  had  the  free- 
dom to  dispense  medications,  and  until  recently 
did  so  routinely  as  a part  of  their  practice.  How 


much  they  relegated  to  the  pharmacy  was  a mat- 
ter of  convenience  and  economy.  As  it  finally 
became  uneconomical  to  dispense  drugs,  the 
practice  dwindled  and  ultimately  for  practical  pur- 
poses disappeared. 

With  the  growth  of  the  wholesale  drug  indus- 
try and  the  accessibility  of  medications  at  vastly 
discounted  prices,  it  has  once  again  become  fea- 
sible for  doctors  to  do  their  own  dispensing.  Sev- 
eral resolutions  before  the  AMA  House  of  Del- 
egates at  the  Annual  Meeting  last  June  called  for 
the  AMA  to  support  physician  drug  dispensing 
with  greater  or  less  enthusiasm  and  aid;  what  was 
ultimately  adopted  was  a substitute  resolution  that 
the  AMA  support  the  physician's  right  to  dis- 
pense drugs  and  devices  when  it  is  in  the  best 
interests  of  the  patient  and  consistent  with  AMA's 
ethical  guidelines. 

Though  there  is  obviously  some  room  for  con- 
flict of  interest  here,  the  statutory  limitation  be- 
fore the  Congress  being  pressed  by  the  pharma- 
cists' lobby  is  just  another  attempted  incursion 
into  our  prerogatives.  A doctor  should  be  able  to 
dispense  to  his  patient  whatever  he  thinks  the 
patient  needs  if  he  wants  to  do  it,  providing  he 
does  not  profiteer  from  it,  and  advises  the  pa- 
tient that  the  medication  or  device  could  be  ob- 
tained elsewhere.  To  penalize  the  doctors  just  to 
feather  the  nest  of  another  group  would  seem  to 
me  an  unconstitutional  intrusion  by  government 
into  an  area  where  it  has  no  business,  though  of 
course  that  would  not  be  the  first  time  that  has 
happened. 

I cannot  imagine  that  the  amount  of  dispen- 
sing doctors  would  do  would  constitute  any  huge 
threat  to  the  pharmacists.  Out  of  self-preserva- 
tion if  nothing  else,  few  doctors  are  going  to  stock 
a great,  extensive  inventory.  It  is  expensive,  par- 
ticularly since  most  items  will  be  used  infre- 
quently, and  will  become  outdated,  which  will 
constitute  a drain  on  finances.  I should  think  that 
rather  than  being  the  immense  bonanza  predict- 
ed by  the  pharmaceutical  marketers  it  would  in- 
stead be  an  expensive  pain  in  the  nether  regions. 
Most  doctors  will  doubtless  stock  a few  drugs  they 
use  frequently  and  nothing  more.  Even  if  they 
start  out  big,  I predict  most  will  soon  regroup 
and  let  the  pharmacists  have  it,  which  most  of  us 
will  be  content  to  do  anyway. 

It  is  my  considered  opinion  that  this  is  a tem- 
pest in  a teapot,  and  for  once  in  its  busybody 
existence.  Congress  should  resist  the  urge  to  stick 
its  nose  where  it  has  no  business  and  let  the  mar- 
ketplace operate.  It  is  up  to  the  medical  profes- 
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sion  to  be  sure  its  members  behave  ethically,  but 
of  course  that  other  super-busybody,  the  FDA, 
likely  will  not  let  us.  If  they  are  fair — but  they 
aren't,  so  I won't  bother  saying  what  if. 

J.B.T. 


Sue  the  Bastard! 

For  every  problem  there  is  an  obvious  solu- 
tion that  is  easy,  simple,  and  wrong.  Such  an  ap- 
proach is  the  one  taken  by  the  federal  bureau- 
cracy and  many  in  the  Congress,  notably  Senator 
Kennedy,  toward  the  present  medical  liability 
crisis.  It  holds  that  if  only  doctors  were  better 
educated  in  current  procedures  there  would  not 
be  so  much  malpractice,  there  would  not  then  be 
so  many  lawsuits,  and  the  premiums  would  con- 
sequently not  be  so  high.  Some  medical  educa- 
tors in  high  places  have  cried,  “Yea,  verily,''  and 
have  proffered  as  the  panacea  mandatory  CME. 
a solution  adopted  by  many  state  legislatures,  and 
even  mandatory  examinations  to  document 
learning.  When  professional  liability  carriers  re- 
spond that  such  a solution  mistakes  the  problem, 
they  are  accused  of  distorting  the  facts  to  serve 
their  own  nefarious,  greedy  ends. 

In  fact,  with  few  exceptions,  “malpractice” 
suits  have  almost  nothing  to  do  with  malpractice, 
and  they  are  for  the  most  part  not  against  bad 
doctors.  A large  percentage  of  the  litigation  in- 
volves skillful  practitioners  with  bad  manners,  or 
doctors  who  have  office  staff  with  bad  manners. 
Most  of  the  rest  of  the  suits  are  for  predictable 
bad  results  for  which  someone  (usually  a hungry 
plaintiff's  attorney)  is  seeking  indemnification. 
What  is  needed  most  is  not  continuing  medical 
education,  but  education  in  etiquette  and  the 
consequences  of  lack  of  it.  “Miss  Manners”  could 
do  a lot  for  us. 

A relatively  brief  term  of  service  on  SVMIC's 
Claims  Review  Committee  has  indicated  to  me 
that  patients  often  sue  for  no  better  reason  than 
that  they  are  mad  at  the  doctor;  this  pique  is  ex- 
posed to  some  third  party,  ultimately  a lawyer 
with  visions  of  dollars  dancing  in  his  head,  who 
says,  “Sue  the  bastard”  (though  his  language  may 
be  either  more  or  less  couth).  And  so  it  happens. 
What  the  patient  is  usually  mad  about  is  that  the 
doctor  did  not  show  what  the  patient  considered 
appropriate  concern  about  the  perceived  gravity 
of  the  situation.  Doctors  need  to  learn  that  it  does 
not  really  matter  whether  or  not  the  situation  is 


grave.  If  the  patient  (or,  sometimes  more  to  the 
point,  the  patient's  family)  thinks  it  is,  it  is.  A 
cavalier  attitude  can  make  a doctor  into  a case. 
Though  the  tort  will  doubtless  be  presented  as 
less  than  ideal  results,  it  is  in  fact  mental  an- 
guish, or  simply  venting  spleen. 

I had  a doctor  friend  say  to  me  once  that  as  a 
patient  he  was  talked  to  at  length,  but  never 
communicated  with,  by  his  doctor  about  his  con- 
dition, and  that  he  therefore  never  gave  in- 
formed consent.  He  was,  he  said,  under  the  cir- 
cumstances incapable  of  being  informed. 
Furthermore,  no  one  in  his  family  was  acting  out 
of  informed  consent.  Even  with  our  best  efforts, 
communication  is  difficult  and  failure  is  easy 
and  frequent.  With  the  almost  continuous  pub- 
licity over  medical  advances,  many  of  them  still 
in  the  experimental  stages,  public  expectations  are 
seldom  realistic.  When  a bad  result  is  anticipat- 
ed, the  word  may  not  get  through  to  the  patient 
and  his  family,  and  when  the  inevitable  occurs, 
it  may  be  assumed  to  be  due  to  negligence  or 
lack  of  skill,  and  a lawsuit  follows.  Sometimes 
the  motivation  is  purely  economic,  a search  for 
indemnification  from  the  deep  pocket.  Such  lia- 
bility is  incurred  by  the  best,  not  the  worst,  doc- 
tors, since  only  the  best  will  tackle  the  more 
hopeless  cases. 

Of  all  the  cases  to  come  before  the  Claims  Re- 
view Committee,  few  show  deviations  from  ac- 
cepted standards  of  care,  and  most  of  the  cases 
where  settlement  is  recommended  suffer  mostly 
from  inferior  documentation  and/or  communica- 
tion. It  is  particularly  distressing  when  added  to 
this  there  are  injudicious,  damaging  comments 
from  a colleague  that  fuel  the  flame. 

To  my  mind  the  most  grievous  form  of  mal- 
practice is  the  selling  of  one’s  services  to  plain- 
tiffs' attorneys  without  regard  to  truth;  this  is 
gaining  in  frequency.  Sadly,  as  competition  in- 
creases, we  have  former  colleagues  who  are 
making  a career  of  such  scurrilous  activities. 
There  are  times,  of  course,  even  in  the  absence 
of  actual  malpractice,  when  in  the  interests  of  the 
patient  and  truth  any  one  of  us  must  testify 
against  a colleague;  there  is  frequently  room  for 
differences  in  interpretation  and  judgment,  and 
all  aspects  of  a case  deserve  airing.  I am  not 
speaking  of  that;  I am  speaking  of  professional 
witnesses  whose  souls  are  for  sale.  Unfortu- 
nately, the  court  seldom  admits  such  information 
about  witnesses,  holding  it  to  be  irrelevant; 
professional  witnesses  are  generally  very  per- 
suasive. 
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Aside  from  scrupulous  attention  to  individual 
professionalism,  the  only  rational  solution  to  the 
professional  liability  erisis  is  thorough-going  tort 
reform:  this  is  opposed  by  the  trial  lawyers,  even 
though  it  received  the  support  of  the  Bar.  The 
state  of  Indiana,  which  has  the  lowest  profession- 
al liability  premiums  in  the  country,  does  not  al- 
low claims  to  be  brought  against  a provider  of 
health  care  until  it  has  been  reviewed  by  a med- 
ical review  panel,  which  is  granted  absolute  im- 
munity from  civil  liability.  Among  other  provi- 
sions. there  is  a limitation  on  recovery,  and  there 
is  a compensation  fund  administered  by  the  De- 
partment of  Insurance  to  pay  claims  in  excess  of 
individual  coverage.  Attorneys'  fees  are  limited 
to  1 5%  of  recovery,  and  there  is  a statute  of  lim- 
itations of  two  years  from  the  date  of  injury. 

Because  of  opposition  from  the  Trial  Lawyers 
Association,  a concerted  effort  by  a large  consor- 
tium, of  which  the  TMA  was  only  one  member, 
failed  in  its  attempts  to  have  tort  reform  enacted 
by  the  last  Tennessee  legislature.  Legislation  will 
be  reintroduced  in  the  next  legislature,  and  de- 
mands your  best  efforts  in  its  behalf. 

No  reform,  however,  will  ever  protect  anyone 
from  lawsuits  who  fails  in  courtesy  toward  his  pa- 
tients and  their  families,  who  fails  to  communi- 
cate adequately  with  them,  and  who  fails  to  doc- 
ument even  what  appear  to  be  the  most 
inconsequential  details.  Just  bear  in  mind  that 
nothing  is  inconsequential,  no  matter  how  seem- 
ingly trivial,  if  its  failure  will  get  you  sued. 

J.B.T. 

The  Dead  Hand. . . 

Ah  gits  weary,  an"  sick  o’  trying; 

Ah'm  tired  o'  livin',  an’  skeered  o'  dvin' — 

But  ole  man  Rihber.  he  jes  keeps  rollin'  along. 

— Jerome  Kern 
Showboat 

Whatever  the  negative  aspects  of  medical 
practice,  and  these  days  they  are  often  substan- 
tial, it  is  never  boring.  And  a good  thing,  too. 

Early  in  my  life  I had  it  ingrained  in  me  that 
it  was  a good  idea  to  brush  my  teeth  every  day. 
More  bluntly,  1 had  to.  That  was  before  Jack 
Benny  made  the  Ipana  toothpaste  slogan  a 
household  tenet:  See  your  dentist  at  least  twice  a 
year  and  use  Ipana  toothpaste  twice  a day.  Once 
a day  seemed  like  enough — but  once  was  clearly 
necessary.  Later.  Pepsodent  (or  maybe  it  was 
earlier;  I forget)  got  into  the  act  with  the  smile 
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of  beauty  and  the  smile  of  health;  one  of  the  first 
singing  commercials  went:  “You  wonder  where 
the  yellow  went/When  you  brush  your  teeth  with 
Pepsodent.”  You  could  say  all  that  stuff  was  habit 
forming,  but  such  habits,  unlike  some  others — 
usually  more  pleasing,  if  more  dangerous — are 
easy  to  break.  Later  on  (much  later — the  young 
tend  to  take  their  smile  of  beauty  and  health  for 
granted)  I learned  I needed  to  “floss”  after 
brushing.  It  was  not  until  I found  my  teeth  took 
to  hurting  if  I didn't  floss,  at  least  sometimes, 
that  that  habit  took  hold. 

Did  you  ever  stop  to  think  how  much  of  your 
time  and  energy  you  spend  on  your  alimentary 
tract?  Well,  stop  and  think.  One  way  or  another, 
most  of  it— unless  you  live  on  a South  Sea  island 
where  you  can  go  out  and  pick  your  lunch  free; 
few  of  you  do.  So,  most  of  it.  Those  things  add 
up.  If  sex  (though  not  always  called  that)  has  been 
America's  watchword  (I  don't  of  course  imply 
that  that  is  exclusively  American),  then  “regular- 
ity" has  been  its  password  (pun  possibly  intend- 
ed). Only  the  means  of  attaining  it  change.  When 
I was  growing  up  it  was  through  calomel  (which 
mercifully  soon  faded  into  oblivion)  and — ugh! — 
castor  oil,  on  to  such  milder  things  as  Milk  of 
Magnesia,  Feen-a-mint,  and  Ex-Lax.  Then  there 
was  Epsom  Salts  (a  dose  of)  and  Fleet's  Phos- 
pho-soda  (which  is  still  around).  I got  most  of 
those  frequently.  I swore  that  when  I got  away 
from  home  none  of  them  would  ever  again  pass 
my  lips.  Except  to  accommodate  my  friendly  en- 
doscopist, they  mostly  haven't.  The  lowly  prune 
is  sufficient  unto  the  day,  instead  of  the  evil 
thereof.  Now  bran  is  in  and  laxatives  are  out. 
That’s  for  the  in  between  (the  top  and  the  bot- 
tom). 

The  Balm  in  Gilead  to  keep  the  bottom  end 
happy  is  the  psyllium  seed,  commonly  known  by 
its  trade  name  Metamucil  (sometimes  derogated 
to  metamucilage,  which  is  what  it  tastes  like).  Its 
manufacturers  (or  more  properly,  packagers, 
since  its  manufacturer  is  the  psyllium  plant)  have 
done  a workman-like  job  of  masking  that  with 
orange,  lime,  or  what-not  flavoring,  and  they 
have  even  done  that  without  adding  sugar.  It  is 
not  the  taste,  then,  that  is  objectionable. 

It  is  the  boredom.  Before  I have  gotten  my 
eyes  open  mornings  I have  washed  my  face, 
brushed  my  teeth,  and  shaved.  I have  been  doing 
that  so  long  it  is  as  much  a part  of  life  as  breath- 
ing. I have  had  to  add,  though,  flossing,  Meta- 
mucil, and  bran  mornings,  and  Metamucil, 
brushing,  flossing,  and  exercising  (another  crash- 
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ing  bore)  before  I shower  and  go  beddy-bye. 
Though  that  seems  like  a lot,  it  really  isn't.  Even 
so,  I have  a hard  time  being  compliant.  (Some 
of  the  “patients’  rights"  advocates  are  objecting 
to  the  use  of  the  term  “compliance,"  allowing 
that  it  suggests  a master-slave  relationship.  Well, 
it  is — but  not  slavery  to  the  doctor,  as  they  sug- 
gest. The  compliance  is,  in  my  case,  to  the  de- 
mands of  an  aging  body,  and  in  others  to  a sick 
one.  It's  a good  term.  When  I fail  to  comply, 
who  tells  me  first — my  doctor?  Not  on  your  life; 
it  isn't  his  drainpipes  that  get  clogged.) 

One  morning  recently  I happened  to  overhear 
a part  of  one  end  of  a telephone  conversation 
between  one  of  my  associates  and  his  91 -year-old 
mother.  “Have  you  taken  your  heart  medicine 
this  morning?  . . . Well,  did  you  take  it  last  night? 
. . . Well,  have  you  taken  your.  . . ?"  I have  a 
friend  who  starts  his  day  out  by  making  up  little 
packages  of  pills,  and  inscribing  on  each  packet 
the  time  he  is  to  take  it;  there  are  several  pills  in 
each  one — more  in  some  than  in  others.  He  is 
old,  and  he  is  not  well  (obviously),  but  he  is 
functional.  He  spends  a lot  of  his  time  keeping 
that  way.  “What  do  you  do,"  I once  asked  him. 
“if  you  miss  a dose?"  “1  throw  it  away,"  he  said. 
He  is  a doctor. 

I think  I have  found  out  why  people  die.  I had 
my  first  brush  last  winter  with  Medicare.  To  be- 
gin with,  despite  all  my  efforts,  I have  never  been 
able  to  coordinate  my  wife's  and  my  payments 
for  Part  B,  which  doubles  that  trouble.  The 
amount  of  paperwork  generated  by  even  a small 
hospitalization  is  incredible,  and  most  of  it  I didn't 
understand,  anyway;  1 doubt  if  anybody  else  did, 
either.  And  Medicare,  since  1 am  still  working  in 
a professional  corporation,  is  not  even  my  pri- 
mary insurance.  All  1 do  with  all  that  paperwork 
is  give  it  to  one  of  our  employees  who  takes  care 
of  such  things,  and  she  takes  care  of  those  things. 
It  is  disquieting — the  mildest  term  I can  use  for 
that  particular  terror — that  once  I retire,  I will 
have  to  do  all  that  myself.  It  is  strong  incentive 
to  keep  working. 

That  is  not  why  people  die,  though — or  not 
altogether.  I think  they  just  get  tired  of  comply- 
ing, and  so  they  don't.  (Obviously,  some  people 
die  because  one  or  another  of  their  innards 
quits — I'm  not  talking  about  them.)  They  get 
tired  of  filling  out  forms  they  don't  understand 
and  sending  them  to  ribbon  clerks  who  don't  un- 
derstand them  either.  Their  days  become  filled, 
as  they  do  themselves,  with  pills  and  powders  and 
(they  think)  pedants  telling  them  to  take  their 


pills  and  powders.  As  the  saying  goes,  it  takes  a 
heap  o’  livin’  to  make  a house  a home;  once  the 
playroom  gets  closed  up,  and  the  cupboard  con- 
tains only  powders  and  pills,  comes  time  to  evac- 
uate. Few  do  it  deliberately;  a lot  more  just  drift 
away. 

The  cost-benefit  ratio,  which  is  the  “in"  term 
these  days,  applies  to  other  things  than  money. 
Some  folks  have  more  resilience  than  others- — or 
perhaps  just  more  curiosity — but  when  the  ex- 
citement of  living  is  exceeded  by  the  boredom  of 
compliance,  or  when,  to  use  the  vernacular,  the 
pain  in  the  ass  is  worse  than  the  pain  in  the  heart, 
unless  they  are  more  feared  o'  dyin'  than  they 
are  tired  o'  livin',  folks  tend  to  give  up. 

The  moral  to  this  story  (which  will  doubtless 
be  lost  on  our  younger  colleagues)  is  not  to  bail 
out  of  your  practice  without  a parachute;  the  life 
you  save  may  be  your  own.  There  is  one  thing 
more  deadly  than  the  dead  hand  of  bureaucracy. 
That  is  boredom — and  that  the  practice  of  med- 
icine isn't. 

J.B.T. 


A Golden  Anniversary 

For  those  who  turn  to  the  high  hills  and  follow  wood 
trails  ...  the  date  August  14,  1937  is  of  particular  sig- 
nificance. On  that  day  ...  a CCC  [Civilian  Conser- 
vation Corps]  trail  crew  went  through  a last  barrier  of 
a dense  scrub  spruce  and  fir  tangle  out  into  broad, 
open  trail.  Beyond,  north,  white  blazes  and  an  open 
route  led  1,868  miles  to  Katahdin  [Maine];  similarly, 
south,  1,868  miles  to  Mt.  Oglethorpe  in  Georgia.  . . . 
Thus,  some  16  years  after  its  inception  in  1921,  the 
longest  marked  footpath  in  the  world  was  initially 
opened.  . . . Much  still  remains  to  be  done.  . . . 

—Myron  H.  Avery,  1938 
In  the  Maine  Woods 

There  are  always  anniversaries  of  one  sort  or 
another,  some  better  celebrated  than  others,  even 
if  not  more  significant.  Both  celebrated  and  sig- 
nificant this  year  is  of  course  the  200th  birthday 
of  the  United  States  Constitution,  though  wheth- 
er what  we  have  now  is  what  was  born  200  years 
ago  is  open  to  question.  It  has  grown,  to  be 
sure — just  as  one  would  suspect  of  any  child 
through  experience,  but  as  with  the  Emperor's 
new  clothes,  what  you  see  is  not  necessarily  what 
you  get.  What  you  and  I get  is  what  nine  old 
lawyers  see,  and  they  through  a glass  darkly,  as 
there  is  seldom  consensus.  But  I digress. 

I will  also  digress  to  remind  you,  or  to  tell  you 
in  case  you  never  knew  it,  that  this  is  the  hun- 
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dredth  birthday  of  the  flat  phonograph  record, 
though  cylinders  were  used  to  reproduce  sound 
before  that.  Unless  you  consider  the  compact  disc 
(CD)  the  same  thing  only  different,  the  flat 
phonograph  record  is  about  to  go  the  way  of  the 
cylinder,  being  supplanted  by  audiotapes  and 
CDs.  Sound  reproduction  has  come  a long  way, 
and  is  near  picture-perfect — but  not  the  record. 
So  much  for  that. 

Back  in  the  Thirties,  when  we  used  to  go  to 
the  small  resort  hamlet  of  Gatlinburg  every  spring 
to  watch  the  rhododendron  pop  out,  both  the  lo- 
cals and  the  visitors,  most  of  the  latter  city  slick- 
ers from  Knoxville  who  had  summer  homes  there, 
and  the  rest  of  them  city  slickers  from  elsewhere 
(city  slickers,  like  beauty,  being  only  in  the  eye 
of  the  beholder)  who  were  guests  at  one  of  the 
two  hotels — the  Mountain  View  Hotel  and  the 
Greystone  Lodge — liked  to  sit  around  Ogle’s 
store  and  listen  to  a bewhiskered  old  gentleman 
named  Wiley  Oakley  talk  about  his  exploits  on 
the  Appalachian  Trail,  the  length  of  which  (all 
2,000  odd  miles  of  it)  he  had  walked  two  or  three 
times.  The  time  1 heard  him,  somewhere  around 
1936,  give  or  take  a year  or  so,  he  was  about  to 
take  off  and  do  it  again.  Because  of  his  long 
flowing  white  beard  and  my  extreme  youth,  I 
thought  Wiley  Oakley  must  be  nearly  as  old  as 
God.  It  never  occurred  to  me  that  except  for  God 
people  that  old  don’t  hike  the  Appalachian  Trail. 

The  Appalachian  Trail  is  50  years  old  this 
year — though  the  Appalachian  trails  it  derives 
from  are  as  old  as  human  habitation  in  the  re- 
gion. As  if  loath  to  share  its  glory  with  another, 
nature  refused  to  cooperate  for  the  initial  grand 
opening  of  the  Trail  in  Maine,  so  that  due  to  a 
snowstorm  in  Maine  a later  scheduled  strip  in 
Tennessee  was  finished  first.  She  later  refused 
cooperation  again  for  a “reopening”  ceremony 
following  completion  of  the  relocation  in  1951  of 
a 1 18  mile  strip  in  Virginia,  where  torrential  rains 
flooded  out  the  projected  “all  stops  out”  cele- 
bration. What  started  out  on  two  occasions  as  a 
monumental  fanfare  wound  up  as  mere  whim- 
pers that  elicited  only  scant  response  from  the 
media.  The  Appalachian  Trail  was  finished.  So 
what? 

In  fact,  it  was  not  finished,  nor  will  it  likely 
ever  be.  There  are  strips  that  proceed  down  Main 
Street  that  need  to  be  relocated  to  a fitting  per- 
manent home.  Land  acquisitions  therefore  con- 
tinue. Other  strips  are  constantly  being  relocated 
for  scenic  purposes  or  for  increased  seclusion.  The 
one  mile  strip  of  wilderness  on  either  side  of  the 
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Trail  as  projected  by  its  planners  is  easy  to  ac- 
complish where  it  winds  through  national  parks 
and  forests;  in  many  other  places  it  is  an  idealis- 
tic dream.  More  than  90%  of  the  Trail  is  pro- 
tected, though,  thanks  to  the  1968  National  Trails 
Systems  Act,  which  designated  the  Appalachian 
Trail  as  the  country’s  first  National  Scenic  Trail. 
In  1978  Congress  authorized  $90  million  for  ac- 
quisition of  corridor  land  at  125  acres  per  mile  of 
trail,  which  would  give  500  feet  of  protection  on 
either  side;  it  is  a tremendously  complex  pro- 
gram requiring  acquisition  of  more  than  1,500 
parcels  of  land  in  nine  states. 

The  acquisition  has  progressed  marvelously 
well,  particularly  considering  that  it  has  occurred 
during  an  era  of  political  austerity  toward  public 
recreation  projects.  Since  1978,  621  miles  have 
been  protected  through  federal  and  state  land  ac- 
quisitions. Well,  again,  so  what?  Is  it  worth  it? 

If  you  have  never  been  on  the  Trail,  you  owe 
it  to  yourself  to  try  it  out!  Obviously,  to  com- 
plete the  entire  2,100  miles  requires  dedication 
and  stamina  beyond  what  most  of  us  can  afford. 
I have  hiked  only  a short  segment,  between 
Cade's  Cove  and  Newfound  Gap,  and  that  more 
than  once.  There  are,  too,  other  trails  equally 
fair  and  a lot  easier.  But  “Appalachian  Trail”  has 
a sort  of  stentorian  ring  to  it — as  though  it  really 
means  something.  Maybe  it’s  only  snob  appeal; 
I've  been  on  the  Appalachian  Trail.  Well,  I've. 
Not  much,  to  be  sure,  but  I have.  No  telling  how 
many  have  done  the  whole  thing;  236  have  since 
December,  1985. 

Apparently  the  hoopla  that  fizzled  in  1937  and 
1951  has  ignited  along  the  Trail  in  1987,  as  com- 
munities situated  along  the  Trail  commemorate 
its  Golden  Anniversary.  It’s  something  we  don’t 
hear  much  about  “in  the  West”  (when  our  Con- 
stitution was  born,  everything  this  side  of  “The 
Mountains”  was  the  West). 

If  you  have  wondered  who  keeps  up  the  Trail, 
well,  it’s  the  likes  of  you  and  me.  It  likely  would 
never  have  gotten  off  the  ground  without  the 
CCC,  which  was  formed  during  the  depression 
along  semi-military  lines  to  get  ablebodied  young 
men  off  the  streets  and  set  them  to  doing  pro- 
ductive labor.  With  World  War  II,  though,  such 
governmental  contributions  ground  to  a halt,  and 
since  then,  maintenance  of  the  Trail  has  been 
carried  on  by  members  of  Trail  clubs  that  have 
grown  up  along  the  Trail.  These  dedicated  men 
and  women  and  boys  and  girls  spend  weekends 
and  vacation  time  healing  winter’s  wounds  along 
the  Trail,  maintaining  shelters,  clearing  under- 
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brush,  even  picking  up  other  people's  trash,  and 
so  on.  Those  clubs  are  coordinated  by  the  Ap- 
palachian Trail  Conference,  through  which  indi- 
viduals can  for  $25  a year  show  their  interest  and 
contribute  their  part  to  the  Trail — a pittance 
compared  to  the  clubs'  contributions.  For  it,  you 
get  an  informative  publication,  Appalachian 
Trailway  News , which  carries  information  about 
the  Trail,  its  environs,  and  nature  and  woods  lore 
generally.  You  can  also  get  maps  and  guide- 
books. 

And  satisfaction;  at  least,  I do.  Write  Appa- 
lachian T rail  Conference,  P.O.  Box  807,  Harpers 
Ferry,  W V 25425,  and  Happy  Trails  to  you! 

J.B.T. 


Fred  Moore,  Jr.,  age  67.  Died  August  17,  1987.  Grad- 
uate of  University  of  Tennessee  College  of  Medicine. 
Member  of  Northwest  Tennessee  Academy  of  Medicine. 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Thirteen  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during  July 
1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Ronald  B.  Addlestone,  M.D.,  Nashville 
Daniel  F.  Beals,  M.D.,  Knoxville 
Patricia  M.  Bihl-Miranda,  M.D.,  Nashville 
John  C.  Brothers,  M.D.,  Nashville 
Donald  R.  Lovelace,  M.D.,  Nashville 
Harold  A.  McCormack,  M.D.,  Memphis 
Steven  W.  Neubauer , M.D.,  Nashville 
Elsie  P.  Ollapally,  M.D.,  Madison 
David  N.  Orth,  M.D.,  Nashville 
Winston  C.  V.  Parris,  M.D.,  Nashville 
Molly  M.  Peeler,  M.D.,  Memphis 
Robert  L.  Pettits,  Jr.,  M.D.,  Madison 
Clarence  B.  Watridge,  M.D.,  Memphis 


neui  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

CONSOLIDATED  MEDICAL  ASSEMBLY 
OE  WEST  TENNESSEE 

Marcus  Troxell,  M.D.,  Jackson 
F.  Earl  Williamson,  III,  M.D.,  Jackson 

KNOXVILLE  ACADEMY  OF  MEDICINE 

Ann  S.  Bevelhimer,  M.D.,  Knoxville 
Jeffrey  S.  Hecht,  M.D.,  Knoxville 
Thomas  G.  Higgins,  M.D.,  Knoxville 

MAURY  COUNTY  MEDICAL  SOCIETY 

Earl  Ouinton  Parrott,  M.D.,  Columbia 
Hans  P.  Vogel,  M.D.,  Columbia 

MEMPHIS-SHELBY  COUNTY 
MEDICAL  SOCIETY 

Thomas  L.  Abell,  M.D.,  Memphis 
Edward  Atkinson,  HI,  M.D.,  Memphis 
Charles  H.  Brown,  M.D.,  Memphis 
Rommel  Gabriel  Childress,  M.D.,  Memphis 
Michael  Steven  Dragutskv,  M.D.,  Memphis 
Mahmoud  Ali  Eltorky,  M.D.,  Memphis 
Morris  George,  M.D.,  Memphis 
Hollis  H.  Halford,  III,  M.D.,  Memphis 
Stephen  Hall  Landy,  M.D.,  Memphis 
Moacir  Schnapp,  M.D.,  Memphis 
Thomas  B.  Shelton,  M.D.,  Memphis 
Thomas  Gregory  Stovall,  M.D.,  Memphis 
Margaret  Ryan  Todd,  M.D.,  Memphis 

MONTGOMERY  COUNTY  MEDICAL  SOCIETY 

Karen  Pitts  Poster,  M.D.,  Clarksville 

NASHVILLE  ACADEMY  OE  MEDICINE 

Gordon  Clay  Akin,  M.D.,  Nashville 
Sarah  Brown  Aylor,  M.D.,  Brentwood 
Thomas  Haile  Callaway , M.D.,  Nashville 
Sage  Kinney  Copeland,  M.D.,  Nashville 
Eva  Agnes  Dimitrov,  M.D.,  Nashville 
William  M.  Goodman,  M.D.,  Madison 
James  Robert  Hart,  M.D.,  Brentwood 
John  Edward  Keyset',  III,  M.D.,  Nashville 
Albert  Brant  Eipscomb,  M.D.,  Nashville 
James  P.  Little,  M.D.,  Cedar  Hill 
Ruth  Barron  Long,  M.D.,  Nashville 
Keith  H.  Loven,  M.D.,  Nashville 
Raytnon  S.  Martin,  III,  M.D.,  Nashville 
Robert  Trigg  McClellan,  M.D.,  Nashville 
Bonnie  Mersky  Miller,  M.D.,  Nashville 
Douglas  Edward  Norton,  M.D. , Nashville 
William  Charles  Penley,  M.D.,  Nashville 
Charles  Sidney  Settle,  M.D. , Nashville 
Paul  W.  Wheeler,  M.D. , Nashville 
Cynthia  C.  Youree,  M.D.,  Nashville 
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pei/oncil  ncui/ 


James  H.  Barker , M.D. , Jackson,  has  been  named  a 
fellow  of  the  American  Academy  of  Facial  Plastic  and 
Reconstructive  Surgeons. 

James  W.  Davis , M.D. , Chattanooga,  has  received  the 
Kenneth  L.  Pickrell  Award  from  the  Southeastern  So- 
ciety of  Plastic  and  Reconstructive  Surgeons. 

Wiliam 1 F.  Meacham , M.D..  Nashville,  has  received  the 
Cushing  Medal,  the  highest  award  given  by  the  Amer- 
ican Association  of  Neurological  Surgeons. 


announcement/ 


Nov.  1-4 

CALENDAR  OF  MEETINGS 

NATIONAL 

American  Physicians  Art  Association  Meet- 

Nov. 1-4 

ing  and  Exhibit — San  Antonio,  Tex. 
Southern  Medical  Association — San  Anto- 

Nov. 2-5 

nio,  Tex. 

Interstate  Postgraduate  Medical  Associa- 

Nov. 2-7 

tion — The  Diplomat,  Hollywood,  Fla. 
American  College  of  Emergency  Physi- 

Nov. 4-7 

cians — San  Francisco 

American  Cancer  Society — New  York 

Nov.  4-7 

American  Medical  Writers  Association — 

Nov.  4-8 

Drake  Hotel,  Chicago 

American  Society  of  Cytology — New  Or- 

Nov. 5-7 

leans 

Society  for  the  Scientific  Study  of  Sex — 

Nov.  6-7 

Westin  Peachtree  Plaza,  Atlanta 
American  Association  of  Neurological  Sur- 

Nov. 6-11 

geons  and  Congress  of  Neurological  Sur- 
geons Joint  Section  on  Trauma — Marriott 
Orlando  World  Center,  Orlando.  Fla. 
National  Perinatal  Association — Adam's 

Nov.  7-12 

Mark  Hotel,  St.  Louis 

American  Association  of  Blood  Banks — Or- 

lando, Fla. 

Nov.  7-12 

Nov.  8-10 
Nov.  8-10 
Nov.  8-12 
Nov.  8-13 

Nov.  8-13 
Nov.  8-13 
Nov.  10-13 

Nov.  11-15 
Nov.  11-15 
Nov.  11-15 
Nov.  12-14 
Nov.  14 
Nov.  14-18 
Nov.  16-18 
Nov.  16-19 
Nov.  18-22 
Nov.  21 

Nov.  28-Dec.  4 

Dec.  3-6 
Dec.  3-6 

Dec.  6-9 
Dec.  10-13 

Nov.  3-6 


Nov.  13-15 


Association  of  American  Medical  Col- 
leges-— Washington  Hilton,  Washington, 
D.C. 

Association  of  American  Physicians  and 
Surgeons — New  Orleans 
Association  for  Hospital  Medical  Educa- 
tion— Washington,  D.C. 

American  Academy  of  Ophthalmology — 
Dallas 

American  Society  of  Maxillofacial  Sur- 
geons— Georgia  World  Congress  Center, 
Atlanta 

American  Society  of  Plastic  and  Recon- 
structive Surgeons — Atlanta 
Association  of  Military  Surgeons  of  the 
United  States— -Las  Vegas 
Association  for  Medical  Education  and  Re- 
search in  Substance  Abuse — Crowne  Plaza 
Hotel,  Rockville,  Md. 

Academy  of  Psychosomatic  Medicine — Riv- 
iera Hotel,  Las  Vegas 

Christian  Medical  Foundation  Internation- 
al— Tampa,  Fla. 

International  Congress  of  Gynecologic  En- 
doscopy— Sheraton  Palace,  San  Francisco 
Association  of  Clinical  Scientists — Tampa, 

Fla. 

Association  for  the  Advancement  of  Psy- 
chotherapy— New  York 
American  College  of  Allergists — Marriott 
Hotel/Copley  Plaza,  Boston 
American  Society  of  Bariatric  Physicians — 
Bally’s  Hotel,  Las  Vegas 
American  Heart  Association — Convention 
Center,  Anaheim,  Calif. 

Gerontological  Society  of  America — Wash- 
ington Hilton,  Washington,  D.C. 
Chinese-American  Medical  Society — New 
York 

Radiological  Society  of  N-orth  America — 
Palmer  House,  Chicago 
Eye-Bank  Association  of  America — Boston 
Society  for  Ear,  Nose  and  Throat  Advances 
in  Children — Fairmont  Hotel.  Denver 
American  Epilepsy  Society — Baltimore 
American  Academy  of  Psychoanalysis — 
Scottsdale..  Ariz. 

STATE 

Tennessee  Academy  of  Family  Physicians 
39th  Annual  Scientific  Assembly — Gatlin- 
burg 

Tennessee  Psychiatric  Association  Fall 
Meeting  (in  conjunction  with  American  So- 
ciety for  Adolescent  Psychiatry) — Vander- 
bilt Plaza  Hotel,  Nashville. 


TENNESSEE  MEDICAL  ASSOCIATION 

1 53RD  ANNUAL  MEETING 
April  13-16,  1988 
Peabody  Hotel,  Memphis 
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Minutes  of  the  Tennessee  State 
Board  of  Medical  Examiners  Meetings 

February  3-4, 1987 


Members  Present:  I.  Lee  Arnold,  M.D. 

Duane  C.  Budd,  M.D.. 

Acting  Chairman 
William  W.  Cloud.  M.D. 

Paul  A.  Johnson,  M.D. 

Members  Absent:  Phillip  W.  Hayes,  M.D. 

The  meeting  was  called  to  order  at  8:35  am  bv  Dr. 
Duane  C.  Budd,  acting  chairman. 

The  first  item  of  business  was  election  of  officers. 
The  following  were  unanimously  elected:  Drs.  Duane 
C.  Budd.  president:  William  W.  Cloud,  secretary:  Paul 
A.  Johnson,  consultant. 

Reciprocity  applications  for  Drs.  Vinary  Vermani, 
Susan  E.  Besser,  Truman  L.  Chastain,  Edward  P.  Scott, 
and  Howard  F.  Webb,  III  were  unanimously  ap- 
proved. The  reciprocity  application  of  Dr.  George  M. 
Nowak  was  approved  with  the  stipulation  that  he  would 
continue  under  contract  with  TMA's  Impaired  Physi- 
cian Program.  The  reciprocity  application  for  Dr.  Ni- 
cholas N.  Dzebolo  was  deferred  until  proof  is  shown 
that  the  investigation  in  Mississippi  has  been  complet- 
ed and  his  license  there  is  cleared.  The  reciprocity  ap- 
plications for  Drs.  Cortez  E.  McFarland,  David  .1. 
Neilsen,  Ajay  Sobti,  and  Jerry  B.  Williams  were  tabled 
since  they  were  not  present. 

There  wuis  a discussion  concerning  the  annual 
meeting  of  the  Federation  of  State  Medical  Boards  in 
April.  The  Board  voted  to  request  out-of-state  travel 
approval  for  Dr.  Budd.  Dr.  Cloud  and  Mrs.  Blair.  This 
is  an  important  meeting  and  very  beneficial  to  the 
Board  and  the  administrative  staff  to  meet  with  rep- 
resentatives of  the  other  states  and  to  share  problems 
and  solutions. 

X-ray  Operators 

Recommendations  from  Mr.  Michael  D.  Huggins 
and  Dr.  Fredia  Wadley,  who  were  representing  the 
Commissioner's  office,  follow:  (1)  that  the  original  task 
force  be  reconstituted,  with  a radiology  consultant  to 
the  Board;  (2)  that  the  task  force  be  involved  with  cur- 
riculum and  examination  of  the  two  new  categories— 
abdomen  and  spine,  and  skull  and  sinuses;  and  (3)  that 
a practicum  be  given  at  end  of  training  course  as  a part 
of  the  examination.  The  Board  directed  the  adminis- 
trative staff  to  go  ahead  with  certification  for  the  ones 
who  passed  the  examination  and  to  consider  the  ones 
who  had  10  years'  experience  out  of  the  last  15  to  have 
met  the  requirements  of  the  grandfather  clause. 

Hearings 

The  hearings  for  Drs.  Harvey  Anderson,  C.  M. 
Baylor,  and  D.  P.  Shupe  were  continued. 

Dr.  Harry  Helm  was  charged  with  unprofessional. 


dishonorable,  or  unethical  conduct;  gross  malpractice, 
or  a pattern  of  continued  or  repeated  malpractice,  ig- 
norance, negligence  or  incompetence  in  the  course  of 
medical  practice;  dispensing,  prescribing,  or  otherwise 
distributing  any  controlled  substance  or  any  drug  not 
in  the  course  of  professional  practice,  or  not  in  good 
faith  to  relieve  pain  and  suffering,  or  not  to  cure  an 
ailment,  physical  infirmity  or  disease;  dispensing,  pre- 
scribing or  otherwise  distributing  to  any  person  a con- 
trolled substance  or  other  drug  if  such  person  is  ad- 
dicted to  the  habit  of  using  said  controlled  substances 
without  making  a bona  fide  effort  to  cure  the  habit  of 
such  patient  and  dispensing,  prescribing  or  otherwise 
distributing  any  controlled  substance  or  any  other  drug 
to  any  person  in  violation  of  any  law  of  the  State  or  of 
the  United  States  of  America.  It  being  the  duty  and 
responsibility  of  the  Board  of  Medical  Examiners  to 
regulate  the  practice  of  medicine  in  such  manner  as  to 
promote  and  protect  the  public  health,  safety  and  wel- 
fare. the  Board  indicated  its  findings  and  conclusions, 
following  which,  upon  application  of  respondent,  in 
consideration  of  the  Board  taking  no  other  action  at 
this  time,  it  was  ordered,  by  agreement,  that  the  re- 
spondent shall  retire  his  license  pursuant  to  TCA  63- 
1-111  and  forever  retire  from  the  practice  of  medicine. 
The  respondent  has  further  agreed,  after  discussion 
with  his  attorney,  that  he  will  not  ever  apply  for  rein- 
statement of  his  license  or  to  practice  medicine  in  the 
future. 

Dr.  Francis  J.  Pimentle  w^as  charged  with  unprofes- 
sional. dishonorable,  or  unethical  conduct;  violation  or 
attempted  violation,  directly  or  indirectly,  or  assisting 
in  or  abetting  the  violation  of,  or  conspiring  to  violate, 
any  provision  of  TCA  63-6-101  et  seq,  or  any  lawful 
order  of  the  Board  issued  pursuant  thereto,  or  any 
criminal  statute  of  the  State  of  Tennessee;  gross  mal- 
practice or  a pattern  of  continued  or  repeated  mal- 
practice, ignorance,  negligence  or  incompetence  in  the 
course  of  medical  practice;  dispensing,  prescribing  or 
otherwise  distributing  any  controlled  substance  or  any 
other  drug  not  in  the  course  of  professional  practice, 
or  not  in  good  faith  to  relieve  pain  and  suffering,  or 
not  to  cure  an  ailment,  physical  infirmity  or  disease; 
dispensing,  prescribing  or  otherwise  distributing  to  any 
person  a controlled  substance  or  other  drug  if  such 
person  is  addicted  to  the  habit  of  using  said  controlled 
substances  without  making  a bona  fide  effort  to  cure 
the  habit  of  such  patient;  and  dispensing,  prescribing, 
or  otherwise  distributing  any  controlled  substance  or 
any  other  drug  to  any  person  in  violation  of  any  law 
of  the  State  or  of  the  United  States  of  America.  Based 
on  findings  of  fact,  the  Board  ordered  that  the  re- 
spondent be  placed  on  probation  for  a period  of  one 
year  from  the  effective  date  of  the  order.  The  condi- 
tions of  this  probation  are  as  follows:  (1)  Respondent 
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shall  submit  a copy  of  each  prescription  he  issues  to 
the  consultant  for  the  Board  of  Medical  Examiners  for 
the  following  year.  Said  prescriptions  shall  be  submit- 
ted on  a quarterly  basis;  (2)  Respondent  shall  remove 
all  prescription  pads  and  blanks  from  his  residence  and 
secure  the  same  in  an  alternate  location  under  lock 
and  key.  He  shall  further  take  whatever  additional 
precautions  that  may  be  necessary  to  prevent  his  wife 
from  gaining  access  to  the  same;  and  (3)  Respondent 
shall  secure  drug  and  psychiatric  counseling  for  his  wife. 
She  will  be  required  to  participate  in  the  same  for  a 
period  of  one  year  following  the  effective  date  of  this 
order. 

Dr.  Joseph  P.  Moss  entered  into  an  agreed  order 
on  July  8,  1986,  when  the  Board  found  him  guilty  of 
personal  abuse  and  misuse  of  controlled  substances  to 
such  an  extent  and  in  such  a manner  that  his  condition 
had  required  medical  intervention  on  more  than  one 
occasion.  The  agreed  order  was  as  follows:  (1)  The 
license  to  practice  medicine  previously  issued  to  Joe 
P.  Moss,  M.D..  is  placed  on  probation  for  two  years; 
(2)  Dr.  Moss  shall  submit  to  random  drug  screens  as 
requested  by  his  treating  physician  and  the  TMA  Im- 
paired Physician  Program:  (3)  Dr.  Moss  shall  sign  and 
enter  into  a contract  with  the  Impaired  Physician  Pro- 
gram for  the  duration  of  the  probation  heretofore  im- 
posed; and  (4)  If  Dr.  Moss  fails  to  comply  with  the 
terms  of  his  contract  with  the  Impaired  Physician  Pro- 
gram or  loses  the  advocacy  of  that  Program,  he  agrees 
that  the  Program  shall  report  such  to  the  Board  and 
such  violation  of  the  terms  of  the  contract  or  the  loss 
of  advocacy  shall  be  considered  a violation  of  the  pro- 
visions of  this  order.  The  charges  now  are  that  Dr. 
Moss  violated  the  agreed  order  on  several  occasions  in 
1986  by  failing  to  comply  with  the  terms  of  his  contract 
with  the  Impaired  Physician  Program,  that  he  has  per- 
sonally misused  controlled  substances  since  July  8,  1986 
and  lost  the  advocacy  of  the  Impaired  Physician  Pro- 
gram. The  Board  found  him  guilty  and  voted  unani- 
mously to  suspend  his  license  to  practice  medicine  in- 
definitely. This  was  a default  judgment  since  Dr.  Moss 
is  now  in  treatment  in  Mississippi  and  was  not  present. 


Dr.  Bobby  Watts  was  charged  with  violation  or  at- 
tempted violation,  directly  or  indirectly,  or  assisting  in 
or  abetting  the  violation  of,  or  conspiring  to  violate, 
any  provision  of  TCA  63-6-101  et  seq,  or  any  lawful 
order  of  the  Board  issued  pursuant  thereto  or  any 
criminal  statute  of  the  State  of  Tennessee;  making  false 
statements  or  representations,  being  guilty  of  fraud  or 
deceit  in  the  practice  of  medicine;  gross  malpractice, 
or  a pattern  of  continued  or  repeated  malpractice,  ig- 
norance, negligence  or  incompetence  in  the  course  of 
medical  practice;  dispensing,  prescribing,  or  otherwise 
distributing  any  controlled  substance  or  any  other  drug 
not  in  the  course  of  professional  practice,  or  not  in 
good  faith  to  relieve  pain  and  suffering,  or  not  to  cure 
an  ailment,  physical  infirmity  or  disease;  dispensing, 
prescribing  or  otherwise  distributing  to  any  person  a 
controlled  substance  or  other  drug  if  such  person  is 
addicted  to  the  habit  of  using  said  controlled  sub- 
stances without  making  a bona  fide  effort  to  cure  the 
habit  of  such  patient;  dispensing,  prescribing,  or  oth- 
erwise distributing  any  controlled  substance  or  any 
other  drug  to  any  person  in  violation  of  any  law  of  the 
State  or  of  the  United  States  of  America;  unprofes- 
sional. dishonorable,  or  unethical  conduct;  the  adver- 
tising of  medical  business  in  which  untrue  or  mislead- 
ing statements  are  made,  or  causing  the  publication  or 
circulation  of  fraudulent  advertising  relative  to  any 
disease,  human  ailment,  or  conditions;  and  any  person 
who  treats  or  professes  to  treat  another  is  regarded  as 
practicing  medicine.  If  said  person  does  so  without  first 
complying  with  the  provisions  of  the  Medical  Practice 
Act,  the  provisions  of  the  Physician  Assistant  Act,  or 
the  Nursing  Practice  Act  is  guilty  of  violating  the  pro- 
visions of  TCA  63-6-203  and  63-6-204.  The  hearing  was 
not  completed  and  will  be  continued  at  the  next  Board 
meeting. 

A Board  meeting  to  discuss  x-ray  operators  rules 
was  set  for  March  21,  1987.  April  14  and  15,  1987, 
were  set  as  the  next  meeting  dates  for  other  business 
and  to  continue  the  Bobby  Watts  hearing. 

There  being  no  further  business,  the  meeting  ad- 
journed at  5:00  pm. 


March  21,  1987 


Members  Present:  Duane  C.  Budd,  M.D.,  President 
William  W.  Cloud,  M.D., 

Secretary 

Paul  A.  Johnson,  M.D.,  Consultant 
I.  Lee  Arnold,  M.D. 

Members  Absent:  Phillip  W.  Hayes,  M.D. 

Dr.  Duane  Budd.  president,  called  the  meeting  to 
order  at  9:00  am. 

Dr.  Budd  gave  background  information  on  the 
x-ray  operator  regulations  for  the  benefit  of  the  new 
Board  members  and  the  others  present. 
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X-rav  Operators 

There  was  testimony  given  by  the  people  present 
that  was  both  for  and  against  the  non-R.T.  x-ray  op- 
erator in  a physician’s  office  and  the  rules  the  Board 
was  trying  to  promulgate. 

Dr.  Budd  brought  out  that  the  Board  was  charged 
with  the  responsibility  of  protecting  the  public  and 
certainly  did  not  wish  to  make  any  rules  that  would 
endanger  the  public.  The  Board  asked  for  figures  as 
to  the  danger  of  too  much  radiation  given  in  a physi- 
cian's office  versus  the  radiation  the  patient  would  re- 
ceive in  a hospital  or  other  setting  and  determined  no 
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statistics  were  given.  The  testimony  from  the  practic- 
ing physicians  in  the  state  is  that  they  have  been  giving 
x-rays  in  their  offices  for  years  without  known  hazards 
to  their  patients,  with  benefits  far  outweighing  any 
hazard  that  has  been  suggested  in  terms  of  finances;  if 
you  go  to  the  hospital  it  costs  three  times  as  much  as 
it  does  in  the  offices.  The  Board  has  asked  for  figures 
showing  increased  risks  in  the  physician’s  office  by  non- 
R.T.  personnel  operating  x-ray  machines,  and  so  far 
no  one  came  forward  with  these  figures. 

After  listening  to  all  the  testimony,  the  Board 
reached  the  following  decisions: 

(1)  To  leave  the  grandfather  clause  as  it  appears  in 
the  Rules  on  file — with  10  years’  experience  out  of  the 
last  15  years. 

(2)  Reconstitute  the  Task  Force  to  include  the  four 
originally  on  the  Task  Force  plus  one  each  from  the 
following  specialties:  family  practice,  ENT,  urology  and 
internal  medicine.  The  otolaryngologist  would  be  Dr. 
Richard  W.  Babin  and  the  urologist  would  be  Dr.  W. 
B.  Crenshaw.  The  Tennessee  Society  of  Internal  Med- 
icine and  the  Tennessee  Association  of  Family  Practi- 
tioners would  be  requested  to  submit  three  names  each 
from  which  the  Board  could  appoint  the  family  prac- 
titioner and  the  specialist  in  internal  medicine. 

The  purpose  of  reconstituting  the  Task  Force  was 
to  study  the  proposed  changes  in  the  rules  which  added 
the  certification  in  abdomen  and  spine  and  skull  and 
sinuses.  The  Task  Force  would  then  make  recommen- 
dations to  the  Board  concerning  these  two  new  cate- 
gories and  any  other  recommendations  they  felt  were 
warranted  concerning  the  rules  already  in  place  which 
address  chest  and  extremities.  These  recommenda- 
tions would  include  curriculum  and  number  of  hours 
of  instruction  and  supervised  clinical  practice. 

(3)  The  Task  Force  would  also  give  three  names  of 
radiologists  as  recommendations  to  the  Board  in  order 
for  the  Board  to  appoint  one  person  from  the  list  to 
serve  as  a consultant  to  the  Board. 

(4)  The  consultant's  duties  would  be  to  advise  the 
Board  in  radiology  matters  and,  twice  a year,  con- 
struct an  examination  from  the  pool  of  questions  sub- 
mitted by  the  course  directors  and  from  his  own 
knowledge  and  pool  of  information.  Dr.  Budd  sug- 
gested that  the  examination  could  consist  of:  (a)  15 
questions  on  basic  radiation  and  biology,  (b)  10  ques- 
tions on  chest  anatomy  and  positioning,  (c)  10  ques- 
tions on  extremities  anatomy  and  positioning,  (d)  10 
questions  on  skull  and  sinuses  anatomy  and  position- 
ing, and  (e)  10  questions  on  abdomen  positioning  and 
anatomy. 

(5)  the  Board  has  had  numerous  complaints  con- 
cerning Mr.  Archie  Gore’s  course  which  the  Board 
previously  approved  and  is  considering  withdrawing 
approval.  Some  of  the  complaints  were  that  the  course 
was  shallow  and  superficial,  outdated  materials  were 
used,  instruction  was  poor,  etc.  There  is  also  infor- 
mation that  Mr.  Gore  is  offering  courses  in  skull  and 
sinuses  and  spine  and  abdomen,  even  though  he  had 
been  told  these  had  not  been  approved.  There  is  a 
possibility  that  the  doctors  think  the  rules  are  in  place 
and  are  sending  their  x-ray  operators  to  these  courses. 
The  decision  of  the  Board  was  to  hire  an  R.T.  to  assist 
in  investigating  the  course  and  to  ask  Sylvia  Moore  of 
the  Nursing  Board  to  assist  the  R.T.  in  the  assessment 


of  the  course  since  Ms.  Moore  approves  curriculum 
for  nursing  programs.  Texas  should  be  contacted  since 
the  course  has  also  been  taught  there  and  in  other 
states.  When  the  investigation  is  completed,  a report 
will  be  made  to  the  Board,  perhaps  by  May  or  June. 

(6)  The  Board  voted  to  terminate  the  contract  with 
A.R.R.T.  for  the  Limited  Scope  examination  at  the 
end  of  the  present  contract,  June  30,  1987. 

(7)  The  Board  voted  to  add  continuing  education 
requirements  and  the  monitoring  process  to  the  con- 
siderations by  the  Task  Force. 

(8)  A letter  will  be  drafted  from  the  Board  of 
Medical  Examiners  to  Radiological  Health  to  request 
that  when  their  inspectors  go  to  the  doctor's  office  to 
inspect  the  x-ray  equipment,  they  would  also  check  the 
operators  as  to  certification  requirements  and  techni- 
cal competence  as  set  out  in  the  rules  of  the  Board.  In 
addition,  the  Board  wants  a copy  of  the  report  that  is 
sent  to  the  doctor  concerning  the  monitoring  of  x-ray 
exposure  for  the  operators  (wearing  of  monitoring 
badges). 

(9)  The  Board  also  voted  to  require  either  a high 
school  diploma  or  GED  as  documentation  of  being  a 
high  school  graduate  and  that  this  would  be  required 
before  anyone  could  be  certified. 

Applications 

The  Board  approved  the  reciprocity  application, 
pending  updated  information  which  includes  new  state 
clearances,  for  Dr.  James  Naifeh,  which  had  been  pre- 
viously denied  because  of  his  training.  In  the  opinion 
of  the  Board,  Dr.  Naifeh  now  meets  the  Board’s  re- 
quirements since  he  has  received  two  years  of  addi- 
tional training  which  was  equivalent  to  two  years  in  an 
approved  residency  program. 

There  being  no  further  business,  the  meeting  was 
adjourned  at  3:00  pm.  r ^ 


MOVING?  Send  Us  Your  Address 

Please  notify  us  six  weeks  in  advance. 

Old  Address 

Name — 

Address 

City/State/Zip 

New  Address 

Address 

City/State/Zip 

Effective  Date  of  New  Address 

Send  to:  TMA,  112  Louise  Ave.,  Nashville,  TN  37203 

I . - ------ ! 


OCTOBER,  1987 


639 


IMA  Membership  Information  and  Statistics — 1987 


CAROLYN  SANDLIN 
Membership  Director 


Dues  Information 

Bills  for  the  1988  local,  state,  and  American  Medi- 
cal Association  dues  will  be  mailed  to  the  membership 
this  month.  Tennessee  Medical  Association  dues  re- 
main the  same  as  current  1987  dues  ($220)  with  $25 
allotted  to  the  Student  Education  Fund  and  $15  allot- 
ted to  the  Impaired  Physician  Program. 


1988  Dues  to  the  Tennessee  Medical  Association 


Active  $220 

Active  ( 1st  and  2nd  year  in  practice)  1 10 

Resident  40 

Retired  (working  less  than  20  hours  per  week)  1 10 


TMA  dues  are  reduced  hv  one-half  for  physicians 
new  to  the  Association  joining  at  mid-year  (after  July  1 ) 

Dues  Exempt  Membership  Categories  for  TMA — 1988: 

Veteran  members  (over  age  70);  Retired  members  (age  65- 
70 — working  0 hours  per  week);  Disabled  members  (those 
physicians  who  are  unable  to  practice  medicine);  Associate 
members  (those  physicians  who  are  serving  in  the  armed  forces 
or  the  public  health  service);  Honorary  members  (special  mem- 
bership voted  by  the  Board  of  Trustees);  and  Student  members 
(limited  to  Tennessee  medical  schools). 

Physicians  who  were  exempt  from  dues  in  1987  because  of 
retirement  (over  age  65,  working  less  than  20  hours  per  week) 
will  retain  their  dues  exempt  status  under  the  grandfather  clause. 


1988  Dues  to  the  American  Medical  Association 


Active  $375 

Active  ( 1st  year  in  practice)  187 

Active  (2nd  year  in  practice)  281 

Resident  45 

Retired  (working  less  than  20  hours  per  week)  75 

Over  age  70  (working  1-20  hours  per  week)  187 

Military  250 

Student  20 


AMA  dues  are  reduced  by  one-half  for  physicians  join-  ; 
ing  the  Association  at  mid-year  (after  July  1) 

Dues  Exempt  Membership  Categories  for  AMA — 1988: 

Veteran  members  (those  members  over  age  70  and  fully 
retired — working  0 hours  per  week);  Disabled  members  (those 
physicians  who  are  unable  to  practice  medicine  or  are  experi- 
encing financial  hardship). 

All  physicians  who  were  previously  certified  as  exempt 
from  dues  under  former  AMA  categories  will  remain  exempt 
under  the  grandfather  clause. 

All  membership  privileges  are  extended  the  dues 
exempt  membership  by  both  the  TMA  and  AMA,  w'ith 
the  exception  of  the  AMA  publications.  Dues  exempt 
members  are  offered  a reduced  rate  for  these  publi- 
cations. Current  year  membership  cards  are  sent  by 
both  TMA  and  AMA  to  the  dues  exempt  members. 


FIGURE  1 

NUMBER  OF  TMA  MEMBERS  IN  LISTED  SPECIALTIES* 


Internal  Medicine 

784 

Family  Practice 

569 

General  Surgery 

505 

Obstetrics/Gynecology 

363 

Pediatrics 

308 

Anesthesiology 

276 

General  Practice 

274 

Orthopedic  Surgery 

271 

Radiology 

228 

Ophthalmology 

223 

Psychiatry 

191 

Pathology 

191 

Urology 

162 

Otorhinolaryngology 

130 

Cardiovascular  Diseases 

104 

Diagnostic  Radiology 

104 

Emergency  Medicine 

90 

Neurological  Surgery 

89 

Dermatology 

78 

Plastic  Surgery 

72 

Thoracic  Surgery 

59 

Neurology 

58 

Gastroenterology 

52 

Pulmonary  Diseases 

43 

Gynecology 

42 

Oncology 

35 

Cardiovascular  Surgery 

31 

Occupational  Medicine 

29 

Public  Health 

28 

Nephrology 

20 

Child  Psychiatry 

19 

Rheumatology 

19 

Hematology 

17 

Therapeutic  Radiology 

15 

Allergy/Immunology  13 

Pediatric  Surgery  13 

General  Preventive  Med  1 1 

Colon  & Rectal  Surgery  11 

Otology  9 

Nuclear  Medicine  8 

Physical  Med  & Rehab  8 

Pediatric  Allergy  7 

Endocrinology  6 

Pediatric  Cardiology  5 

Child  Neurology  5 

Neonatal-Perinatal  Med  5 

Diabetes  4 

Aerospace  Medicine  4 

Obstetrics  3 

Geriatrics  3 

Other  41 


‘Only  primary  specialties  listed  in  this  study. 
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All  TMA  members  must  be  members  of  a compo- 
nent medical  society.  Each  society  certifies  its  mem- 
bers to  the  TMA.  The  TMA  currently  bills  for  local, 
state,  and  AMA  dues  on  behalf  of  45  component  so- 
cieties across  the  state;  the  remaining  six  societies  bill 
their  membership  for  all  dues,  reporting  TMA  and 
AMA  dues  to  the  TMA  office.  The  TMA  reports  all 
AMA  dues  received  to  the  Chicago  office  of  the  AMA 
each  month. 

Statistics 

The  TMA  has  4.975  dues  paying  members  and  936 
physicians  who  are  exempt  from  dues  (figures  as  of 
July  13,  1987).  Over  one-half  (56%)  of  the  TMA  mem- 
bers are  board  certified  in  their  specialty.  Figure  1 
gives  the  number  of  physicians  in  listed  specialties  as 
indicated  bv  the  Licensing  Board  for  the  Healing  Arts 


for  the  State  of  Tennessee  or  by  the  physician. 

Figure  2 provides  a study  in  age  distribution.  Very 
little  change  is  noted  from  1986;  the  over  age  65  group 
has  increased  by  only  0.8%  and  the  35  to  44  age  group 
continues  to  comprise  30%  of  the  TMA  membership. 
Female  physicans  number  339.  up  from  323  last  year, 
making  up  5%  of  the  TMA  membership. 

Our  statistics  on  the  medical  schools  attended  by 
the  TMA  membership  remain  the  same  as  in  1986 
(56%).  Currently,  2.614  members  have  (or  will)  grad- 
uated from  the  University  of  Tennessee,  Memphis 
College  of  Medicine,  626  from  Vanderbilt  University 
School  of  Medicine,  58  from  Meharry  Medical  Col- 
lege, and  7 from  Quillen-Dishner  East  Tennessee  State 
University  College  of  Medicine.  Figure  3 lists  all  of  the 
medical  schools  in  the  United  States  and  Canada  rep- 
resented in  the  TMA  membership. 


FIGURE  2 

TMA  MEMBERSHIP  PROFILE  BY  AGE 


OCTOBER,  1987 
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FIGURE  3 

MEDICAL  SCHOOLS  IN  UNITED  STATES  AND  CANADA  REPRESENTED  IN  TMA  MEMBERSHIP 


University  of  Tennessee/TN  2,61 4 

Vanderbilt  University/TN  626 

Tulane  University/LA  99 

Loma  Linda  University/CA  88 

University  of  Louisville/KY  83 

Emory  University/GA  80 

University  of  Virginia/VA  76 

University  of  Arkansas/AR  73 

University  of  Mississippi/MS  72 

Duke  University/NC  70 

Medical  College  of  Georgia/GA  65 

University  of  Alabama/AL  62 

Meharry  Medical  College/TN  58 

Johns  Hopkins  University/MD  57 

Medical  College  of  Virginia/VA  56 

Harvard  Medical  School/MA  46 

Indiana  University/IN  44 

University  of  Pennsylvania/PA  42 

Washington  University/MO  42 

Bowman  Gray  School  of  Medicine/NC  41 

Medical  College  of  South  Carolina/SC  41 

Louisiana  State  University,  New  Orleans/LA  40 

University  of  North  Carolina/NC  38 

Ohio  State  University/OH  32 

University  of  lllinois/IL  32 

Baylor  College  of  Medicine/TX  32 

University  of  Michigan/Ml  27 

University  of  Texas,  Galveston/TX  27 

George  Washington  University/DC  27 

Northwestern  University/IL  26 

Jefferson  Medical  College/PA  26 

University  of  Kentucky/KY  26 

University  of  Kansas/KS  25 

Columbia  University/NY  22 

University  of  Oklahoma/OK  22 

University  of  Cincinnati/OH  21 

St.  Louis  University/MO  21 

Cornell  University/NY  21 

Wayne  State  University/Ml  21 

Temple  University/PA  19 

University  of  Texas,  Southwestern/TX  19 

State  University  of  New  York,  Brooklyn/NY  18 

University  of  Pittsburgh/PA  18 

Case  Western  Reserve  University/OH  17 

Georgetown  University/DC  16 

West  Virginia  University/WV  16 

University  of  Wisconsin/WI  1 6 

Medical  College  of  Wisconsin/WI  1 6 

University  of  Florida/FL  1 5 

University  of  Rochester/NY  1 5 

University  of  Miami/FL  1 5 

Pritzker  School  of  Medicine/IL  14 

New  York  University/NY  13 

University  of  Maryland/MD  13 

University  of  lowa/IA  13 

Tufts  University/MA  13 

Hahnemann  Medical  College/PA  13 

University  of  Missouri,  Columbia/MO  13 

University  of  Nebraska/NE  1 2 

McGill  University/Canada  12 


University  of  Minnesota/MN  12 

Yale  University/CT  1 1 

New  York  Medical  College/NY  10 

University  of  Colorado/CO  10 

Loyola  University/IL  10 

Medical  College  of  Pennsylvania/PA  9 

Howard  University/DC  8 

Boston  University/MA  8 

Albany  Medical  College/NY  8 

University  of  South  Florida/FL  8 

State  University  of  New  York,  Buffalo/NY  7 

University  of  Vermont/VT  7 

University  of  Ottawa/Canada  7 

East  Tennessee  State  University/TN  7 

Dalhousie  University/Canada  6 

University  of  Washington/WA  6 

Creighton  University/NE  6 

State  University  of  New  York,  Syracuse/NY  6 

Mount  Sinai  School  of  Medicine/NY  6 

Rush  Medical  College/IL  6 

University  of  California,  San  Francisco/CA  5 

University  of  South  Alabama/AL  5 

University  of  Western  Ontario/Canada  5 

Mayo  Medical  School/MN  5 

University  of  Southern  California/CA  5 

University  of  Texas,  San  Antonio/TX  4 

Chicago  Medical  College/IL  4 

University  of  Alberta/Canada  4 

Pennsylvania  State  University/PA  4 

Southern  Illinois  Medical  School/IL  4 

Michigan  State  University/Ml  4 

University  of  Toronto/Canada  4 

Texas  Tech  University/TX  4 

University  of  California,  Los  Angeles/CA  3 

University  of  Oregon/OR  3 

New  Jersey  Medical  School/NJ  3 

University  of  Texas,  Houston/TX  3 

Louisiana  State  University,  Shreveport/LA  3 

University  of  Manitoba/Canada  3 

University  of  Connecticut/CT  3 

Medical  College  of  Ohio,  Toledo/OH  2 

University  of  New  Mexico/NM  2 

University  of  Utah/UT  2 

Memorial  University  of  Newfoundland/Canada  2 

University  of  California,  Irvine/CA  2 

University  of  Puerto  Rico/PR  2 

Albert  Einstein  College  of  Medicine/NY  2 

Stanford  University/CA  1 

McMaster  University/Canada  1 

East  Virginia  Medical  School/VA  1 

University  of  Arizona/ A2  1 

University  of  Calgary/Canada  1 

Laval  University/Canada  1 

University  of  Montreal/Canada  1 

University  of  North  Dakota/ND  1 

Uniformed  Services  University,  Bethesda/MD  1 

Dartmouth  Medical  School/NH  1 

Wright  University/OH  1 

Texas  A&M  University/TX  1 

Foreign  Medical  Schools  412 


642 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


joWflOlofHM 

tennc/sce 

medical  os/ocIoHoa 

OWNED  AND  PUBLISHED  BY  THE  ASSOCIATION 

NOVEMBER,  1987 
VOL.  80,  NO.  11 


Hyperparathyroidism  at  a 
Tertiary  Care  Facility 

JESSE  E.  ADAMS,  III,  B.S.;  R.  PHILLIP  BURNS,  M.D. 


Introduction 

In  recent  years,  with  the  advent  of  routine  ser- 
um calcium  screening,  an  apparent  increased  in- 
cidence of  hyperparathyroidism  has  occurred,  and 
with  this  the  discovery  of  a large  “asymptomat- 
ic" subcategory.  There  is  disagreement  concern- 
ing the  significance  and  therapy  of  an  asympto- 
matic patient  whose  hypercalcemia  and  elevated 
parathyroid  hormone  levels  are  discovered  inci- 
dentally.12 In  this  study  we  present  the  results  of 
a retrospective  study  of  patients  diagnosed  as 
having  hyperparathyroidism.  In  order  to  assess 
the  “changing  face"  of  the  disease,  we  were  par- 
ticularly interested  in  the  clinical  presentation  of 
our  patients. 

Materials  and  Methods 

A retrospective  review  of  patients  diagnosed 
and  treated  for  hyperparathyroidism  was  under- 
taken at  Baroness  Erlanger  Hospital,  a 780-bed 
tertiary  care  facility  located  in  Chattanooga. 
Medical  information  on  all  patients  with  a diag- 
nosis of  hyperparathyroidism  from  July  1,  1980 
to  Dec.  31,  1985  was  retrieved  from  the  patients’ 
medical  records,  and  then  collated  and  evaluat- 
ed. 


From  the  Department  of  Surgery,  University  of  Tennessee  Col- 
lege of  Medicine,  Chattanooga. 

Reprint  requests  to  Department  of  Surgery,  University  of  Tennes- 
see College  of  Medicine,  921  E.  Third  St..  Chattanooga.  TN  37403 
(Dr.  Burns). 


Laboratory  values,  most  notably  serum  cal- 
cium, phosphate,  chloride,  and  alkaline  phos- 
phatase, were  all  recorded  from  studies  per- 
formed during  the  hospitalizations  under  study. 
The  sole  exception  to  use  of  current  laboratory 
results  was  the  parathyroid  hormone  immunoas- 
say (iPTH),  which  was  often  performed  prior  to 
admission.  The  iPTH  assay  was  performed  at 
various  outside  laboratories  utilizing  different  as- 
say methods  with  different  values  for  normal  re- 
sults. 

In  this  study,  by  utilizing  the  term  “metabolic 
bone  disease,"  we  intend  to  indicate  only  that 
the  patient  had  some  degree  of  demineralization 
secondary  to  his  disease  process  without  intend- 
ing to  indicate  its  severity.  Its  use  is  necessary 
because  of  the  large  number  of  radiologists  in- 
volved in  reading  the  films,  and  also  because  of 
the  great  diversity  of  films  ordered  (skull,  hand, 
vertebrae,  and  others)  to  assess  bony  involve- 
ment. 

Patients  were  divided  into  three  study  groups: 
group  I includes  those  who  underwent  surgery  for 
primary  hyperparathyroidism;  group  II  includes 
those  who  underwent  surgery  for  hyperparathy- 
roidism due  to  chronic  renal  failure;  group  III  in- 
cludes those  with  hyperparathyroidism  who  re- 
ceived no  surgery.  Standard  described  techniques 
of  parathyroidectomy  were  utilized  in  all  group  I 
cases.3  Parathyroidectomy  with  autotransplanta- 
tion to  the  forearm  was  performed  in  all  but  one 
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of  the  group  II  patients;  one  group  II  patient  had 
a subtotal  parathyroidectomy.4 

Results 

The  age,  sex,  and  presenting  signs  and  symp- 
toms are  listed  in  Tables  1 and  2 respectively. 

Clinical  laboratory  data  at  diagnosis  and  on 
postoperative  day  4 are  presented  in  Table  3.  For 
group  I,  91.3%  of  serum  calcium  levels  at  diag- 
nosis were  greater  than  10.5  mg/dl.  Postopera- 
tively,  serum  calcium  levels  dropped  for  all  group 

I patients.  Serum  chloride  was  not  measured 
postoperatively  often  enough  in  group  I patients 
to  discern  significant  change. 

Patients  with  metabolic  bone  disease  are  listed 
in  Table  2.  All  of  these  patients  had  an  elevated 
serum  alkaline  phosphatase.  An  iPTH  assay  was 
completed  in  86.9%  of  group  I patients,  75.0% 
of  group  II  patients,  and  91.7%  of  group  III  pa- 
tients, and  was  elevated  in  all  cases  measured. 

At  surgery,  of  the  23  group  I patients,  18  had 
a single  adenoma,  four  had  multiple  adenomas 
or  hyperplasia,  and  one  had  no  evidence  of  glan- 
dular pathology.  In  44.4%,  the  location  of  single 
adenomas  was  in  the  right  superior  pole,  in  22.2% 
in  the  right  inferior  pole,  in  27.8%  in  the  left 
inferior  pole,  and  in  4.3%  in  the  left  superior 
pole.  Complications  for  both  group  I and  group 

II  patients  are  listed  in  Table  4. 

One  group  II  patient  remained  significantly 
hypocalcemic  until  he  died  of  unrelated  causes 
six  weeks  postoperatively.  Another  group  II  pa- 
tient had  an  acute  abdomen  postoperatively;  at 
exploratory  laparotomy  it  proved  to  be  a rup- 
tured ovarian  cyst.  A third  group  II  patient  suf- 
fered from  hematoma  formation  and  bleeding, 
presumed  to  be  due  to  chronic  renal  failure  and 
resultant  bleeding  diathesis.  Group  II  patients 
were  treated  with  high  calcium  dialysates  along 
with  oral  and  intravenous  calcium  until  their  au- 
tografts began  to  function.  Patients  listed  in  Ta- 


TABLE  1 

AGE  AND  SEX  CHARACTERISTICS  OF  THE  STUDY  GROUPS 


Group  1 

Group  II 

Group  III 

Male 

7 (30.4%) 

5 (27.8%) 

2 (16.7%) 

Age 

61 .5  ± 14.2 

39. 0±  10.6 

74.0±4.0 

Female 

16  (69.6%) 

13  (72.3%) 

10  (83.3%) 

Age 

58. 9±  14.2 

41 .0±  16.0 

67. 8±  12.4 
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ble  4 who  experienced  serious  hypocalcemia 
manifested  by  tetany  and  seizures  were  adminis- 
tered 1,25  dihydrocholecalciferol. 

During  the  period  of  this  study,  136,347  pa- 
tients were  admitted  to  Baroness  Erlanger  Hos- 
pital, which  yields  an  incidence  of  26  cases  of  pri- 
mary hyperparathyroidism  per  100,000. 

Discussion 

Hyperparathyroidism  has  often  been  referred 
to  as  “stone  and  bone”  disease,  but  this  study 
supports  the  findings  of  others  that  the  clinical 
presentation  of  hyperparathyroidism  has  a 
broader  spectrum.56  Our  study  reaffirms  that  a 
majority  of  primary  hyperparathyroid  patients  are 
postmenopausal  women.  While  a significant 
number  of  patients  suffered  from  calculi  or  met- 
abolic bone  disease,  our  study  also  revealed  an 
important  number  of  patients  presenting  with  hy- 
pertension, muscle  weakness  and  fatigue,  and 
mental  changes.  As  expected,  a significant  num- 
ber were  asymptomatic  (Table  2). 

The  high  percentage  of  hyperparathyroid  pa- 
tients in  this  study  with  hypertension  could  well 
be  coincidental.  Although  hyperparathyroidism 
has  occasionally  been  suggested  as  an  etiology  of 
hypertension,  no  direct  relationship  has  ever  been 
proven,  and  currently  the  association  of  hyper- 
tension and  hyperparathyroidism  is  considered 
circumstantial  by  some  authors.5  . 

Muscle  weakness  and  fatigue  have  long  been 
presenting  symptoms  of  hyperparathyroidism,  but 
until  recently  this  relationship  was  recognized  by 
only  a minority  of  physicians.  As  primary  hyper- 
parathyroidism is  diagnosed  earlier  in  the  disease 


TABLE  2 

CLINICAL  PRESENTATION  OF  THE  STUDY  GROUPS* 


Group  1 

Group  II 

Group  III 

Hypertension 

73.9 

37.5 

50.0 

Pruritus 

0 

16.6 

0 

Calculi 

30.4 

6.25 

41.67 

Polyuria/Nocturia 

26.0 

— 

8.3 

Muscle  weakness 

30.4 

18.75 

8.3 

Fatigue 

26.0 

6.25 

0 

Mental  status  changes 

26.0 

0 

25.0 

Peptic  ulcer  disease 

17.4 

6.25 

8.33 

Nausea  and  vomiting 

13.0 

0 

8.33 

Constipation 

8.7 

6.25 

16.67 

Bone  pain 

13.0 

68.75 

16.67 

Metabolic  bone  disease 

34.78 

87.5 

8.3 

Asymptomatic 

30.43 

0 

41.67 

'Numbers  represent  percentage  of  patients  within  study  groups  with  the  present- 
ing sign  or  symptom. 
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TABLE  3 


LABORATORY  DATA  OF  STUDY  GROUPS* 


Group  1 

Group  II 

Group  III 

Calcium,  at  diagnosis 

11. 66  ±0.96 

9.34±0.81 

10. 99  ±1.26 

Calcium,  postoperative  day  4 

8.37  ± 0.49 

8.07  ±1.32 

— 

Calcium,  % change 

26.37%  decrease 

13.26%  decrease 

— 

Phosphate,  at  diagnosis 

2.78  ±0.46 

5.92±2.45 

3.08  ±0.83 

Phosphate,  postoperative  day  4 

3.81  ±0.80 

3. 56  ±1.57 

— 

Phosphate,  % change 

41 .75%  increase 

36.90%  decrease 

— 

Chloride,  at  diagnosis 

1 06.89  ± 3.01 

97.72  ±2.68 

104.58±3.58 

Cl/P  ratio  > 33 

83% 

6.2% 

50% 

iPTH 

measured 

19/23 

14/18 

11/12 

elevated 

100% 

100% 

100% 

'Normal  Values:  serum  calcium  8.5  to  10.5  mg/dl 
serum  phosphate  2.5  to  4.5  mg/dl 
serum  chloride  95  to  105  mEq/L 


process  by  routine  serum  calcium  screening,  phy- 
sicians must  become  cognizant  of  the  more  sub- 
tle effects  of  the  hyperparathvroid  state. 

Mental  disturbances  have  been  increasingly 
associated  with  hyperparathyroidism,5-7  and  in  our 
study,  25%  of  group  I and  26%  of  group  II  had 
mental  status  changes  noted  on  the  admission 
history  and  physical.  Since  no  standardized  psy- 
chological profile  was  performed,  the  incidence 
could  well  be  higher.  Although  not  enough  pa- 
tients were  examined  postoperatively  to  arrive  at 
any  statistically  significant  evaluation  of  the  ef- 
fect of  the  operation  on  the  patient's  mental  sta- 
tus changes,  postoperative  notes  indicated  that 
several  patients  experienced  profound  recovery 
of  “lost'’  mental  functions.  No  group  II  patients 
were  reported  to  have  changes  in  mental  status 
preoperatively,  likely  due  to  an  incomplete  his- 
tory and  physical,  although  there  may  also  be  an 
unknown  physiologic  explanation. 

Patients  with  hypercalcemia  and  hyperpara- 
thormonemia  but  without  obvious  effects  of  their 
disease  process  have  been  receiving  greater  at- 
tention, as  this  group  has  been  diagnosed  with 
increasing  frequency  with  the  advent  of  routine 
serum  calcium  screening.  In  our  study,  30.4%  of 
group  I patients  and  41.7%  of  group  III  patients 
were  asymptomatic. 

Our  incidence  of  34.78%  of  group  I patients 
having  some  degree  of  demineralization  associ- 
ated with  metabolic  bone  disease  is  much  higher 
than  has  recently  been  reported,  and  is  actually 
more  consistent  with  reports  published  prior  to 
the  advent  of  routine  serum  calcium  screening 
describing  the  incidence  of  metabolic  bone  dis- 
ease. Also  our  incidence  of  26  cases  of  primary 
hyperparathyroidism  per  100,000  is  much  lower 


than  has  recently  been  reported  (typically  100  to 
300  per  100,000).  This  incidence  is  also  similar  to 
reports  prior  to  the  advent  of  routine  serum  cal- 
cium screening.5  One  must  therefore  question 
whether  primary  hyperparathyroidism,  as  evalu- 
ated by  this  study,  has  been  diagnosed  as  early 
as  possible  in  our  geographic  area. 

Primary  hyperparathyroidism  has  been  report- 
ed previously  to  cause  hypercalcemia,  low  to  low 
normal  serum  phosphate,  and  high  to  high  nor- 
mal serum  chloride8;  our  study  supports  this  find- 
ing. One  attempt  to  relate  these  variables  has 
been  the  Cl/P  ratio,  which  has  been  suggested  as 
a mechanism  by  which  one  can  differentiate  pri- 
mary hyperparathyroidism  from  other  causes  of 
hypercalcemia.  Although  initial  reports  indicated 
that  a Cl/P  ratio  greater  than  33  could  detect  96% 
of  hyperparathyroid  patients  and  correctly  differ- 
entiate them  from  other  causes  of  hypercalcem- 
ia,9 later  reports  did  not  find  the  Cl/P  ratio  to  be 
this  sensitive.10-11  Our  experience  is  more  in 


TABLE  4 

COMPLICATIONS  OF  HOSPITALIZATION 


Group  1 

Group  II 

Hypocalcemia 

7/23 

18/18 

Serious  hypocalcemia* 

1/7 

3/18 

(1  permanent) 

Other  Complications 

Digoxin  toxicity 

1/23 

— 

Postoperative  bleeding, 
requiring  reoperation  and 

emergency  readmission 

— 

1/18 

Ruptured  ovarian  cyst 

— 

1/18 

*As  defined  in  text. 
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agreement  with  the  latter,  in  that  83%  of  group 
I patients  had  a Cl/P  ratio  greater  than  33.  This 
result  indicates  that  some  confidence  can  be  at- 
tributed to  this  ratio  but  it  is  not  infallible. 

Our  group  II  patients  showed  findings  consist- 
ent with  previously  published  reports  of  second- 
ary hyperparathyroidism,  with  elevated  serum 
phosphate  leading  to  diminished  serum  calcium 
and  a high  parathormone  level.8  As  expected, 
chloride  levels  were  low  normal.  Autotransplan- 
tation of  parathyroid  slices  to  the  forearm  per- 
formed well,  and  supplemental  calcium  was  nec- 
essary in  most  cases  only  in  the  immediate 
postoperative  period. 

For  a variety  of  reasons,  patients  in  group  III 
received  no  surgery.  Some  patients  were  consid- 
ered poor  surgical  risks  (most  often  due  to  poor 
cardiovascular  or  pulmonary  status).  Others  sim- 
ply refused  surgery,  and  surgery  was  not  offered 
to  some  who  were  asymptomatic.  There  was  great 


diversity  in  the  clinical  presentation  of  this  group. 
All  had  hyperparathyroidism  established  as  a re- 
sult of  hypercalcemia,  with  concomitant  increase 
in  iPTH  levels.  r ^ 
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Adolescent  Suicide  in  East  Tennessee 

A Birth  Cohort  Study 

WILLIAM  L.  MADEN,  M.D. 


The  steadily  increasing  national  suicide  rate  has 
been  documented  by  Frederick1  in  his  review  ar- 
ticle and  by  Murphy  and  Wetzel2  in  their  study 
of  suicide  risk  of  birth  cohorts. 

Suicide  has  been  identified  in  the  past  as  an 
urban  problem  and  a problem  of  the  West  and 


North.3-5  The  goal  of  this  study  is  to  determine 
the  extent  to  which  the  suicide  rate  in  East  Ten- 
nessee corresponds  to  national  trends.  The  meth- 
od used  in  this  study  is  that  of  birth  cohort  anal- 
ysis. This  method  produces  more  precise 
information  regarding  trends  and  is  readily  com- 


TABLE  1 

SUICIDE  RATES  FOR  WHITE  MEN  IN  EAST  TENNESSEE  AND  THE  UNITED  STATES 


In  East  Tennessee 

ANOVA  Within  Each 


Mean  (SD)  Annual  Suicide  Rates  for 

Cohort  as  it  Aged* 

Year  of  Entry 
Into  Study 

Age  Groups  of  Individual  Cohorts* 

Corrected 

15-19  yr 

20-24  yr 

25-29  yr 

30-34  yr 

35-39  yr 

40-44  yr 

45-49  yr 

x2 

P 

1949-1953 

2.1 

8.5 

11.8 

10.4 

19.5 

21.5 

19.5 

14.1 

<.05 

1954-1958 

2.9 

17.3 

9.2 

17.5 

35.8 

31.3 

— 

23.1 

<.001 

1959-1963 

4.2 

9.5 

14.9 

21.9 

26.2 

— 

16.2 

<.01 

1964-1968 

5.2 

21.4 

27.0 

20.8 

— 

11.2 

<.05 

1969-1973 

9.6 

29.8 

25.6 

— 

9.6 

<.01 

1974-1978 

12.1 

24.3 

— 

7.0 

<.01 

1979-1983 
ANOVA  between 

12.2 

— 

cohorts  at  specific  ages* 

Corrected  x2 

17.8 

13.9 

12.2 

8.5 

8.9 

1.8 

— 

P 

<.01 

<.05 

<05 

<.05 

<.05 

NS 

— 

In  the  United  States* 

Year  of  Entry 
Into  Study 

Mean  (SD)  Annual  Suicide  Rates  for 
Age  Groups  of  Individual  Cohorts* 

15-19  yr 

20-24  yr 

25-29  yr 

30-34  yr 

35-39  yr 

40-44  yr 

1945-1949 

3.8 

10.3 

12.8 

18.9 

20.4 

26.1 

1950-1954 

3.8 

11.0 

15.2 

18.2 

22.8 

1955-1959 

5.4 

12.8 

18.4 

23.5 

1960-1964 

6.6 

17.0 

25.1 

1965-1969 

9.0 

26.3 

1970-1974 

11.9 

'Based  on  a mean  rate  per  100,000  population. 
fANOVA  indicates  analysis  of  variance. 
^Adapted  from  Murphy  and  Wetzel.2 
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TABLE  2 


SUICIDE  RATES  FOR  WHITE  WOMEN  IN  EAST  TENNESSEE  AND  THE  UNITED  STATES 


In  East  Tennessee 

ANOVA  Within  Each 


Mean  (SD)  Annual  Suicide  Rates  for 

Cohort  as  it  Aged* 

Year  of  Entry 
Into  Study 

Age  Groups  of  Individual  Cohorts* 

Corrected 

15-19  yr 

20-24  yr 

25-29  yr 

30-34  yr 

35-39  yr 

40-44  yr 

45-49  yr 

x2 

P 

1949-1953 

1.2 

3.3 

5.0 

6.6 

7.5 

9.9 

11.4 

15.5 

<.05 

1954-1958 

0.5 

3.5 

5.2 

8.0 

11.8 

8.2 

— 

17.1 

<.01 

1959-1963 

2.3 

5.0 

5.4 

8.1 

13.7 

— 

13.6 

<.01 

1964-1968 

1.3 

3.9 

5.5 

7.3 

— 

7.6 

NS 

1969-1973 

1.6 

5.5 

10.0 

— 

9.3 

<.01 

1974-1978 

4.0 

6.1 

— 

0.3 

NS 

1979-1983 

ANOVA  between  cohorts 

4.0 

— 

at  specific  agesf 

Corrected  x2 

6.3 

2.0 

7.0 

0.3 

6.6 

0.5 

P 

NS 

NS 

NS 

NS 

.05 

NS 

In  the  United  States* 

Year  of  Entry 
Into  Study 

Mean  (SD)  Annual  Suicide  Rates  for 
Age  Groups  of  Individual  Cohorts* 

15-19  yr 

20-24  yr 

25-29  yr 

30-34  yr 

35-39  yr 

40-44  yr 

1945-1949 

1.5 

2.4 

5.4 

8.3 

11.9 

13.5 

1950-1954 

1.2 

2.8 

4.5 

5.0 

6.4 

1955-1959 

1.6 

4.5 

7.0 

9.0 

1960-1964 

1.7 

5.0 

8.4 

1965-1969 

2.6 

6.4 

1970-1974 

3.3 

'Based  on  a mean  rate  per  100,000  population, 
t ANOVA  indicates  analysis  of  variance. 
^Adapted  from  Murphy  and  Wetzel.2 


parable  to  the  recent  national  birth  cohort  stud- 
ies done  by  Murphy  and  Wetzel,2  and  Goldney 
and  Katsikitis.6 

Methods 

The  data  for  my  study  came  from  the  Tennes- 
see State  Division  for  Health  Statistics  and  refers 
to  health  service  area  one  and  two.  This  region 
is  defined  geographically  by  the  Smoky  Moun- 
tains on  the  east,  the  Cumberland  Plateau  on  the 
west,  their  convergence  on  the  south,  and  the 
Virginia  border  on  the  north.  The  population  of 
this  24-county  region  ranged  from  roughly  600,000 
when  the  study  began  in  1949  to  roughly  900,000 
when  it  ended  in  1983.  The  data  are  not  divided 
according  to  race,  since  East  Tennessee  has  only 
2%  blacks  and  1%  foreign  born. 

In  Tables  1 through  3 mean  annual  suicide 
rates  were  calculated  using  the  Statistical  Analy- 
sis System.  The  first  five-year  cohort  consists  of 
persons  aged  15  to  19  years  between  1949  and 
1953  (born  between  1934  and  1939).  The  rate  for 
the  initial  cohort  is  located  at  the  top  left  corner 
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of  the  Tables.  As  survivors  aged,  the  mean  an- 
nual suicide  rate  for  each  successive  five-year  pe- 
riod was  also  calculated,  giving  seven  time  pe- 
riods between  1949  and  1983  for  the  first  cohort. 
The  same  procedure  was  applied  to  the  six  addi- 
tional cohorts  succeeding  the  initial  group  in  age. 
For  each  successive  cohort,  there  is  one  less 
grouping  for  which  there  are  data,  reflecting  the 
use  of  the  Kruskel-Wallis  technique  for  analyzing 
each  cohort  and  the  changes  between  successive 
cohorts. 

Results 

Age  cohort  analysis  of  suicide  rates  in  adoles- 
cents in  East  Tennessee  reveals  rates  similar  to 
the  national  trend,  in  contrast  to  reports  that  the 
South  and  rural  areas  as  a whole  have  lower  su- 
icide rates.4-5 

Comment 

It  has  long  been  known  that  suicide  varies  dra- 
matically in  different  areas  of  the  world  and  in 
different  areas  of  the  United  States.3  5 It  appears 
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TABLE  3 


SUICIDE  RATES  FOR  MEN  AND  WOMEN  COMBINED,  ALL  RACES,  IN  EAST  TENNESSEE  AND  THE  UNITED  STATES 


In  East  Tennessee 


Mean  (SD)  Annual  Suicide  Rates  for 


ANOVA  Within  Each 
Cohort  as  it  Aged* 


Year  of  Entry 
Into  Study 

Age  Groups  of  Individual  Cohorts* 

Corrected 

15-19  yr 

20-24  yr 

25-29  yr 

30-34  yr 

35-39  yr 

40-44  yr 

45-49  yr 

x2 

P 

1949-1953 

2.0 

5.7 

8.2 

8.4 

13.2 

15.6 

15.1 

18.8 

<.01 

1954-1958 

1.7 

10.0 

7.1 

12.6 

23.4 

19.8 

— 

25.3 

<.01 

1959-1963 

3.2 

7.1 

10.1 

14.8 

20.1 

— 

16.4 

<.01 

1964-1968 

3.2 

12.1 

16.2 

13.8 

— 

11.5 

<.01 

1969-1973 

5.6 

17.1 

17.8 

— 

9.5 

<.01 

1974-1978 

8.1 

14.8 

— 

6.9 

<.01 

1979-1983 

ANOVA  between  cohorts 

8.0 

— 

at  specific  ages^ 

Corrected  \2 

18.5 

15.4 

12.4 

6.9 

10.0 

1.4 

— 

P 

<.01 

<.01 

<05 

NS 

<.01 

NS 

— 

In  the  United  States* 

Year  of  Entry 
Into  Study 

Mean  (SD)  Annual  Suicide  Rates  for 
Age  Groups  of  Individual  Cohorts* 

15-19  yr 

20-24  yr 

25-29  yr 

30-34  yr 

35-39  yr 

40-44  yr 

1945-1949 

2.5 

5.9 

9.1 

13.0 

15.4 

17.3 

1950-1954 

2.4 

6.6 

10.6 

13.3 

16.3 

1955-1959 

3.4 

8.4 

12.6 

15.9 

1960-1964 

4.0 

10.7 

15.9 

1965-1969 

5.7 

15.1 

1970-1974 


7.2 


'Based  on  a mean  rate  per  100,000  population. 
tANOVA  indicates  analysis  of  variance. 
^Adapted  from  Murphy  and  Wetzel.2 


that  East  Tennessee  is  an  area  of  higher  vulner- 
ability for  suicide.  This  information  should  alert 
groups  serving  community  health  in  this  area  and 
also  challenge  epidemiologists  to  identify  cultur- 
al, geographic,  biological,  and  other  variables  that 
may  operate  to  influence  suicide  rates.  r ^ 
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Preoperative  Transcatheter  Embolization 

of  an  Unusual  Intraorbital  and 
Intracranial  Meningioma 

PETER  E.  DROSS,  M.D. 


Introduction 

Preoperative  embolization  of  intracranial 
meningiomas  has  been  advocated  to  facilitate 
surgical  removal  by  decreasing  operative  blood 
loss.'  Both  absorbable  and  nonabsorbable  em- 
bolic agents  have  been  used  depending  on  the 
tumor  location  and  extent  of  arterial  blood  sup- 
ply. Preembolization  assessment  of  potentially 
dangerous  external  carotid-internal  carotid  and 
external  carotid-vertebral  artery  anastomoses  is 
mandatory  for  safe  embolization.  The  following 
is  a description  of  a successful  preoperative  em- 
bolization of  an  unusual  giant  intraorbital  and  in- 
tracranial meningioma. 

Case  Report 

An  81 -year-old  white  woman  gave  a four-year  history  of 
progressive  proptosis  of  the  right  eye.  Physical  and  neuro- 
logic examination  revealed  mild  ataxia,  with  cranial  nerves 
(CN)  II  through  XII  intact. 

Cranial  CT  showed  a hyperdense,  uniformly  enhancing 
mass  situated  at  the  skull  base  within  the  right  anterior  and 
middle  cranial  fossae.  Axial  scan  through  the  mid-orbital  lev- 
el demonstrates  tumor  extension  within  the  lacrimal  gland 
fossa  with  associated  exophthalmos  (Fig.  1).  Sagittal  recon- 
struction view  (Fig.  2)  clearly  shows  the  degree  of  intraorbital 
and  intracranial  extension.  Diagnostic  angiography  via  the 
percutaneous  femoral  approach  shows  extensive  blood  supply 
from  external  carotid  artery  (Fig.  3)  as  well  as  tumor  blush. 
There  were  no  external  carotid  to  internal  carotid  or  verte- 
bral artery  anastomoses,  and  specifically  no  middle  menin- 
geal to  ophthalmic  artery  interconnection.  Embolization  was 
performed  via  Seldinger  transfemoral  technique  with  Gel- 
foam  (gelatin  sponge)  particles  measuring  1 mm  x 1 mm 
delivered  into  the  external  carotid  artery  using  the  flow-di- 
rected technique  of  Kerber.2  Embolization  was  terminated 
when  the  tumor  blush  and  feeding  vessels  could  no  longer  be 
seen  (Fig.  4).  Following  embolization,  the  patient  did  not  ex- 
perience neurologic  deficits  or  cranial  nerve  palsies. 

Surgical  removal  via  frontotemporal  craniotomy  showed 
the  tumor  arising  from  the  pterion  with  extension  to  the  base 
of  the  skull  and  the  orbit.  The  patient  required  only  one  unit 
of  blood  and  was  later  discharged  without  complication. 


From  the  Fort  Sanders  Presbyterian  Hospital.  Knoxville.  Dr.  Dross 
is  now  in  private  practice  in  Kentucky. 

Reprint  requests  to  P.O.  Box  862,  Covington.  KY  41012  (Dr. 
Dross). 


674 


Figure  1.  Mid-orbit,  axial  CT  slice  showing  exophthalmos  and  tumor 
within  lacrimal  gland  fossa. 


Figure  2.  Sagittal  reconstruction  view  showing  degree  of  intraorbital 
and  intracranial  extension. 
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Discussion 

Preoperative  embolization  of  intracranial 
meningiomas  has  been  considered  a safe  prepa- 
ratory step  for  surgical  resection  and  can  be  per- 
formed during  the  same  session  as  diagnostic  an- 
giography.3 The  most  important  factor  influencing 
tumor  recurrence  is  the  degree  of  surgical  resec- 
tion.4 By  reducing  tumor  vascularity,  and  thus  in- 
traoperative bleeding,  one  can  facilitate  the  total 
removal  of  intracranial  meningiomas.5 

Currently  available  occlusive  materials  can  be 
divided  into  those  that  cause  temporary  occlu- 
sion and  those  that  are  permanent.  Temporary 
occlusive  agents  include  Gelfoam.  microfibrillar 
collagen,  and  autologous  clot,  and  lead  to  vas- 
cular obstruction  in  from  three  to  seven  days, 
after  which  material  degradation  occurs  and  vas- 
cular flow  returns  to  its  preembolization  state.6 
These  materials  are  best  used  when  operative  re- 
section is  to  be  performed  within  a few  days  fol- 
lowing embolization,  and  carry  a low  risk  of  per- 
manent damage  to  normal  tissues.  Permanent 


Figure  3.  Preembolization,  selective  external  carotid  injection  show- 
ing meningeal  feeders  (open  arrows)  and  extent  of  tumor  blush  (black 
arrows). 


occlusive  agents  include  polyvinyl  alcohol  (PVA), 
Silastic  spheres,  and  bucrylate  and  can  be  used 
for  either  preoperative  embolization  or  as  the 
main  therapeutic  modality  if  surgery  is  not  indi- 
cated.6 We  advocate  Gelfoam,  as  was  used  in  this 
case,  whenever  embolization  is  undertaken  in 
vessels  that  have  potential  external  carotid  to  in- 
ternal carotid  or  vertebral  artery  anastomoses.1 

Meningiomas  best  suited  for  preoperative  em- 
bolization are  highly  vascular,  giant  meningio- 
mas (7  cm  or  larger  in  diameter)  of  the  skull  base 
where  surgical  occlusion  of  the  arterial  supply  is 
most  difficult.1  The  most  effective  hemostasis  can 
be  achieved  in  meningiomas  with  primarily  or 
exclusively  external  carotid  supply.7  The  menin- 
gioma in  this  case  met  all  these  criteria.  The  ma- 
jor risks  associated  with  embolization  include 
neurologic  deficits  caused  by  reflux  of  occlusive 
material  into  the  internal  carotid  artery  and  cra- 
nial nerve  palsies  (especially  VII  and  XII)  caused 
by  occlusion  of  external  carotid  artery  branches 
(especially  petrous  branch  of  middle  meningeal 
artery  supplying  CN  VII  and  neuromeningeal 
branches  of  ascending  pharyngeal  artery  supply- 


Figure  4.  Postembolization  selective  external  carotid  injection  show- 
ing occlusion  of  major  meningeal  feeders  (open  arrow)  with  reflux  into 
internal  carotid  artery  (curved  arrow).  Note  the  absence  of  tumor  blush. 
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ing  CN  IX  through  XII)  supplying  the  vasa  ner- 
vorum of  cranial  nerves.1 6 Potentially  dangerous 
collaterals  must  therefore  be  assessed  before  safe 
embolization  can  be  performed. 

Intraorbital  meningiomas  are  almost  exclu- 
sively related  to  the  optic  nerve  sheath*  and 
therefore  are  unusual  within  the  lacrimal  gland 
fossa.  The  present  case  is  most  unusual,  showing 
intraorbital  extension  primarily  into  the  lacrimal 
gland  fossa.  As  far  as  I am  aware,  this  is  the  only 
case  reported  of  a successful  preoperative  em- 
bolization of  an  intraorbital  (lacrimal  gland  fos- 
sa) and  intracranial  meningioma.  r S 
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P eritoneo-P aricardial  Hernia 

A Review  and  Case  Report 

RUDY  T.  COBB,  M.D.  and  THOMAS  V.  STANLEY,  M.D. 


Introduction 

Diaphragmatic  herniation  has  been  well  doc- 
umented in  the  literature.  Traumatic  herniation 
following  blunt  and  penetrating  trauma  as  well  as 
various  congenital  anomalies  of  the  diaphragm 
represent  the  basis  for  the  vast  majority  of  dia- 
phragmatic hernias.1  Traumatic  hernation  of  ab- 
dominal viscera  through  the  middle  leaflet  of  the 
central  tendon  with  direct  entrance  into  the  per- 
icardial sac  has  been  described  so  rarely  that  it 
has  not  been  included  in  the  discussions  on  dia- 
phragmatic hernias  in  the  standard  textbooks  of 
surgery.2  The  combined  series  of  Harrington  and 
Hedblom  include  1,251  diaphragmatic  hernias 
with  no  mention  of  any  peritoneo-pericardial 
hernia.  Smith  and  Lippert  found  14  cases  of  iso- 
lated traumatic  peritoneo-pericardial  herniation 
reported  in  the  world  literature  in  1957. 3 A re- 
view by  Alvarez  et  al4  in  1983  revealed  only  20 
cases  of  isolated  peritoneo-pericardial  communi- 
cation through  a defect  in  the  diaphragm  second- 
ary to  trauma  to  which  he  added  a case. 

Case  Report 

A 64-year-old  black  man  was  referred  for  evaluation  of 
epigastric  pain  and  possible  gastric  obstruction.  He  experi- 
enced severe  cramping  epigastric  pain  with  immediate  vom- 
iting after  any  attempt  at  oral  intake,  but  otherwise  was  com- 
fortable. He  complained  of  occasional  dyspnea  while  reclining, 
but  that  readily  resolved  upon  assuming  the  upright  position. 
He  had  been  treated  with  digoxin  and  furosemide  for  many 
years  because  of  his  symptoms  and  cardiomegaly  demonstrat- 
ed radiographically,  although  his  symptoms  remained  un- 
changed. Eighteen  years  prior  to  this  admission  he  sustained 
an  extensive  right  chest  wall  contusion,  multiple  rib  fractures, 
and  a myocardial  contusion  with  subsequent  pulmonary  com- 
plications. Eight  years  later,  he  was  hospitalized  for  evalua- 
tion of  epigastric  cramping  pain  and  was  found  to  have  a loop 
of  large  bowel  in  his  chest.  He  declined  surgical  intervention 
as  his  symptoms  totally  resolved  with  nasogastric  suction. 

Physical  examination  on  this  admission  revealed  a large 
well-nourished  man  in  no  distress.  His  pulse  was  88/min  with 
a blood  pressure  of  140/100  mm  Hg.  Jugular  venous  disten- 
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tion  was  not  appreciated,  and  the  lungs  were  clear  bilaterally. 
The  cardiac  point  of  maximum  impulse  could  not  be  local- 
ized, and  the  heart  sounds  were  diminished. 

The  abdomen  was  obese  with  normal  bowel  sounds  and 
moderate  tenderness  on  deep  palpation  in  the  epigastrium. 
The  hematocrit  was  41%  and  the  WBC  count  was  10,500/cu 
mm  including  80%  neutrophils  and  11%  lymphocytes.  An 
EKG  showed  a rate  of  83/min  with  a left  anterior  hemiblock. 
A chest  x-ray  demonstrated  multiple  old  rib  fractures  and  an 
air-fluid  level  overlying  the  heart  (Fig.  1). 

The  cardiac  silhouette  was  very  large,  with  smooth,  indis- 
tinct borders.  The  lateral  chest  view  showed  the  heart  to  be 
displaced  posteriorly  by  a mass,  and  a barium  enema  re- 
vealed a loop  of  colon  overlying  the  heart  shadow.  An  upper 
GI  series  verified  a total  gastric  obstruction,  with  a small  por- 
tion of  gastric  cardia  tapering  off  in  the  direction  of  the  ab- 
normal air  space  overlying  the  pericardium. 

The  patient  was  taken  to  the  operating  room  with  the  pre- 
operative diagnosis  of  incarcerated  diaphragmatic  hernia.  A 
subclavian  venous  catheter  was  inserted,  revealing  a central 
venous  pressure  reading  of  23  cm  of  water.  He  was  then  placed 
in  a partial  right  lateral  decubitus  position  and  through  a left 
rectus-splitting  incision  the  abdomen  was  entered;  the  total 
absence  of  omentum  and  transverse  colon  was  the  most  strik- 
ing finding.  A small  bulb  of  stomach  was  identified  by  pal- 
pation of  the  nasogastric  tube.  The  spieen  was  shifted  to  the 
midline  and  was  adjacent  to  the  diaphragm.  A tear  in  the 
central  tendon  was  found  with  omentum  adherent  to  the  ring 
of  the  defect. 

With  division  of  the  omental  adhesions,  the  transverse  co- 
lon, the  entire  omentum,  and  the  distal  stomach  were  re- 
turned from  the  chest  to  the  abdomen.  There  were  no  adhe- 
sions to  the  pericardium  and  no  evidence  of  a hernia  sac.  The 
heart  was  readily  visible,  and  digital  examination  within  the 
pericardium  did  not  demonstrate  a pleuropericardial  defect. 
A 6 x 4-cm  defect  was  easily  repaired  with  a two-layer  clo- 
sure using  permanent  suture  material,  and  the  pericardium 
was  drained  using  closed  suction  drainage  through  an  extra- 
peritoneal  tube.  With  all  the  reduced  viscera  being  viable, 
the  abdomen  was  closed,  and  when  the  patient  was  returned 
to  the  supine  position,  an  immediate  central  venous  pressure 
reading  of  0 cm  of  water  was  obtained.  His  postoperative 
course  was  complicated  by  the  development  of  bilateral  lower 
lobe  atelectasis.  He  was  discharged  on  his  tenth  postopera- 
tive day  with  a follow-up  chest  x-ray  showing  a normal  car- 
diac silhouette  (Fig.  2). 

Discussion 

This  case  illustrates  many  of  the  characteristic 
features  of  a traumatic  peritoneo-pericardial  her- 
nia. The  sequence  of  events  is  so  similar  to  pre- 
vious case  reports  that  a characteristic  pentad 
pattern  can  be  established.  When  the  patient  sus- 
tains severe  trauma,  an  occult  diaphragmatic  in- 
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Figure  1 . Preoperative  PA  and  lateral  chest  x-ray. 


Figure  2.  Postoperative  PA  and  lateral  chest  x-ray. 
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jury  is  overshadowed  by  associated  major  inju- 
ries; after  an  asymptomatic  period  of  variable 
duration,  the  injury  is  manifested  by  the  gradual 
or  abrupt  onset  of  debilitating  cardiac  or  gas- 
trointestinal symptoms.  Complete  resolution  fol- 
lows surgical  reduction  of  the  incarcerated  con- 
tents and  repair  of  the  hernia  defect. 

The  embryology  and  anatomy  of  the  dia- 
phragm are  of  significance  in  the  congenital  and 
acquired  types  of  hernia,  but  are  of  little  value 
in  predicting  the  location  of  a traumatic  defect, 
which  does  not  necessarily  conform  to  the  sites 
of  potential  weakness.  About  95%  of  the  trau- 
matic diaphragmatic  hernias  involve  the  left  side 
of  the  diaphragm,  possibly  because  the  splinting 
action  of  the  liver  helps  to  reduce  the  frequency 
of  diaphragmatic  disrupton  on  the  right  side; 
when  they  are  encountered,  however,  right-sided 
defects  are  very  large.5 

Herniation  of  abdominal  contents  through  a 
diaphragmatic  defect  does  not  always  immediate- 
ly follow  the  injury,  and  concomitant  injuries  may 
distract  the  examiner  from  recognition  of  dia- 
phragmatic injury.  A fractured  pelvis  is  seen  in 
over  half  of  the  cases  of  blunt  injury  associated 
with  diaphragmatic  disruption,  and  splenic  injury 
is  frequent.6  When  a small  diaphragmatic  defect 
is  plugged  with  omentum,  the  margins  of  the  de- 
fect are  prevented  from  healing,  leaving  the  site 
vulnerable  to  future  stress.5  As  with  the  more 
common  peritoneo-pleural  traumatic  hernias,  the 
lapse  of  time  from  injury  to  diagnosis  of  perito- 
neo-pericardial  hernia  is  frequently  quite  varia- 
ble, and  has  been  reported  to  range  from  just 
hours  to  as  long  as  23  years,  with  an  average  time 
of  seven  years.7 

The  signs  and  symptoms  appear  as  various  vis- 
cera pass  through  the  diaphragmatic  aperture. 
Dyspnea,  cyanosis,  palpitations,  and  chest  pain 
may  easily  pass  for  symptoms  of  myocardial  dis- 
ease.3 When  viscera  become  incarcerated,  signs 
and  symptoms  of  intestinal  obstruction  accom- 
pany ischemic  gastrointestinal  obstruction. 

Pathophysiologically,  herniation  of  abdominal 
viscera  into  the  pericardial  cavity  affects  cardiac 
dynamics,  with  a subsequent  decrease  in  cardiac 
output,  to  the  extent  that  80%  of  the  patients 
develop  symptoms  suggesting  cardiac  disease.89 


Treatment  consists  of  surgical  reduction  of  the 
herniated  viscera,  with  repair  of  the  defect.  Our 
review  revealed  that  a transthoracic  approach  is 
more  frequently  reported,  primarily  because  the 
correct  postoperative  diagnosis  of  a peritoneo- 
pericardial  hernia  is  lacking,  and  a hernia  through 
the  left  leaf  of  the  diaphragm  is  mistakenly  ex- 
pected.210 There  are  several  reports  that  the  ini- 
ital  use  of  a transthoracic  incision  was  found  to 
be  inadequate  for  proper  repair  when  the  correct 
diagnosis  was  finally  established  intraoperatively, 
and  extension  of  the  incision  into  the  abdomen 
was  required.  We  find  no  report  that  a transab- 
dominal approach  alone  was  inadequate  when  the 
correct  preoperative  diagnosis  was  established. 
Thus,  it  is  imperative  that  the  distinction  be- 
tween a chronic  peritoneo-pleural  hernia,  for 
which  a transthoracic  approach  is  indicated,  and 
a chronic  peritoneo-pericardial  hernia,  for  which 
a transabdominal  approach  is  indicated,  be  es- 
tablished preoperatively.  Although  adhesions  to 
the  heart  within  the  pericardium  have  not  been 
reported  as  a problem,  some  surgeons  still  ada- 
mantly insist  that  a thoracotomy  is  the  only  logi- 
cal approach.3  In  view  of  the  increased  morbidi- 
ty, the  increased  chances  of  phrenic  nerve  injury, 
and  the  frequent  report  of  inadequate  exposure 
using  a thoracic  incision,  it  is  our  conclusion  that 
an  abdominal  incision  is  the  approach  of  choice 
for  the  repair  of  a peritoneo-pericardial  hernia. 
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Trauma  Rounds 


Biunt  Injury  to  the  Diaphragm 

D.  PRESTON  SMITH,  M.D.  and  KIMBALL  I.  MAULL,  M.D. 


Blunt  injury  to  the  diaphragm  is  most  com- 
monly caused  by  deceleration  (falls,  motor  vehi- 
cle crashes)  and  compression  (crush  injury,  blasts) 
of  the  trunk.  Although  the  true  incidence  of  dia- 
phragmatic injuries  from  blunt  trauma  is  un- 
known, it  is  reported  to  be  between  2%  and  4% 
in  patients  with  multisystem  trauma.1  Diaphrag- 
matic injury  adds  an  increased  risk  of  death  but 
may  be  easily  missed. 

Case  Report 

A 16-year-old  white  boy  was  involved  in  a two  vehicle 
crash  in  which  his  vehicle,  traveling  approximately  30  to  40 
mph,  was  struck  broadside  on  the  left  by  a truck  traveling  at 
about  the  same  speed.  He  was  an  unrestrained  left  rear-seat- 
ed passenger  and  sustained  blunt  trauma  to  the  chest  and 
abdomen.  He  was  initially  treated  at  a local  hospital,  where 
an  initial  chest  roentgenograph  showed  a left  hemothorax;  it 
was  treated  by  tube  thoracostomy,  and  the  patient  was  trans- 
ferred to  the  University  of  Tennessee  Medical  Center  at 
Knoxville  via  Lifestar  air  ambulance.  Upon  arrival  the  pa- 
tient was  in  acute  respiratory  distress.  His  blood  pressure  was 
95/60  mm  Hg,  pulse  120/min,  and  respirations  over  30/min; 
breath  sounds  were  markedly  decreased  on  the  left.  Chest 
tube  output  was  approximately  300  cc.  The  abdomen  was 
scaphoid.  The  left  wrist  and  shoulder  were  tender  and  swol- 
len. Initial  arterial  blood  gas  determinations  showed  pH  7.30, 
Pco2  42,  and  Po2  119  on  oxygen  supplemented  face  mask 
ventilation.  Microscopic  hematuria  was  present.  Repeat  chest 
film  was  diagnostic  of  diaphragmatic  laceration  with  hernia- 
tion (Fig.  1). 

The  patient  was  taken  immediately  to  the  operating  room 
for  exploratory  celiotomy  and  repair  of  the  left  diaphragm. 
Prior  to  intubation,  a right  thoracostomy  tube  was  inserted. 
A large  amount  of  blood  was  noted  in  the  abdominal  cavity, 
and  the  stomach,  spleen  and  portions  of  the  colon  and  small 
bowel  were  in  the  left  hemithorax.  After  they  were  replaced 
in  the  abdomen,  the  spleen  was  found  to  have  a type  IV  lac- 
eration involving  the  hilum.  A splenectomy  and  repair  of  a 
10-cm  diaphragmatic  laceration  were  performed.  There  were 
no  other  intra-abdominal  injuries  found. 

The  patient  was  successfully  extubated  on  the  first  post- 
operative day.  The  right  and  left  thoracostomy  tubes  were 
successfully  removed  on  the  fifth  and  sixth  postoperative  days, 
respectively,  and  the  patient  was  discharged  home  on  the  ninth 
postoperative  day. 


From  the  Division  of  Trauma/Critical  Care,  Department  of  Sur- 
gery. University  of  Tennessee  Medical  Center  at  Knoxville. 


Figure  1.  Chest  film  demonstrating  large  air  shadow  above  ruptured 
left  diaphragm  with  nasogastric  tube  coiled  within.  Left  diaphragm  is 
not  seen,  while  right  side  is  sharply  defined.  Note  right  pneumotho- 
rax. 


Discussion 

Diaphragmatic  injury  must  be  considered  in 
any  victim  who  has  sustained  significant  blunt  in- 
jury. The  mechanism  of  injury  in  diaphragmatic 
rupture  is  controversial,  but  it  is  believed  that  the 
focus  of  impact  is  initially  in  the  abdomen  and  is 
transmitted  to  the  diaphragm.  The  explosive  rise 
in  intra-abdominal  pressure  causes  radial  tears  in 
the  posterolateral  aspect  of  the  hemidiaphragm 
corresponding  to  the  point  of  embryologic  fusion 
of  the  leaflets.  The  left  hemidiaphragm,  once 
thought  to  be  involved  in  more  than  90%  of  blunt 
diaphragmatic  trauma,  is  more  commonly  in- 
jured but  with  less  disparateness.  The  liver  buff- 
ers the  right  hemidiaphragm  against  injury,  but 
right-sided  lacerations  still  occur  and  may  be  re- 
lated to  three-point  restraint  use.2  On  the  left 
side,  diaphragmatic  herniation  of  the  stomach, 
colon,  small  intestine,  spleen,  and  omentum  oc- 
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curs  due  to  the  relative  negative  intrathoracic 
pressure. 

The  clinical  presentation  of  patients  with  dia- 
phragmatic herniation  varies.  In  the  acute  phase, 
signs  and  symptoms  are  directly  related  to  the 
effects  of  abdominal  viscera  within  the  pleural 
cavity.  For  example,  if  substantial  herniation  oc- 
curs early,  respiratory  compromise  results,  a 
pathophysiologic  effect  not  unlike  tension  pneu- 
mothorax. If  laceration  occurs  without  substan- 
tial herniation,  a latent  phase  may  occur,  some- 
times lasting  several  years,  during  which  the 
patient  occasionally  experiences  episodic  ob- 
structive symptoms.  The  diagnosis  may  be  made 
serendipitously  or  ultimately  because  of  intestin- 
al obstruction.  This  phase  is  marked  by  the  de- 
velopment of  acute  abdominal  pain  which  may 
lead  to  intestinal  gangrene  if  untreated.  Obvious- 
ly, diagnosis  at  initial  presentation  is  to  be  en- 
couraged. The  physician  must  be  aware  of  the 
injuries  most  commonly  associated  with  dia- 
phragmatic rupture  due  to  blunt  trauma,  namely 
fractured  ribs,  fractured  pelvis,  ruptured  spleen, 
and  closed  head  injury. 

The  diagnosis  requires  a high  index  of  suspi- 
cion, especially  when  other  more  apparent  inju- 
ries are  present.  Decreased  breath  sounds  on  the 
ipsilateral  side  is  the  most  frequent  physical  find- 
ing and  is  directly  related  to  the  herniation  of 
abdominal  contents.  Basilar  dullness,  mediastin- 
al shift,  dyspnea,  hypotension,  and  audible  bow- 
el sounds  in  the  hemithorax  are  reported,  and  a 
scaphoid  abdominal  configuration  is  suggestive. 
These  signs,  in  association  with  abdominal  pain 
and  evidence  of  external  trauma  to  the  left  side 
of  the  thorax  or  to  the  abdomen,  should  alert 
one  to  the  diagnosis. 

Though  the  chest  roentgenograph  is  the  most 
frequent  and  important  method  of  diagnosing 
diaphragmatic  rupture,  the  initial  chest  x-ray  may 
be  interpreted  as  normal  in  40%  of  cases.  Four 
radiographic  findings  suggesting  diaphragmatic 
hernia  are  described:  (1)  archlike  shadows  re- 
sembling a high  diaphragm,  (2)  extraneous  shad- 
ows or  gas  bubbles  extending  above  the  dia- 
phragm, (3)  shift  of  the  mediastinum,  and  (4)  disk 
or  platelike  atelectasis  above  an  archlike  shad- 


ow.3 Other  radiologic  findings  include  an  indis- 
tinct hemidiaphragm  and  fractures  of  the  lower 
ribs.  The  presence  of  a nasogastric  tube  extend- 
ing above  the  left  hemidiaphragm  is  diagnostic. 
Contrast  studies,  fluoroscopy,  computed  tomog- 
raphy, and  sonography  may  be  helpful  in  dem- 
onstrating diaphragmatic  herniation.4  Peritoneal 
lavage  may  return  no  effluent.  Conversely,  it  may 
be  diagnostic  if  a chest  tube  is  present  on  the 
affected  side  and  lavage  fluid  returns  through  the 
tube. 

Although  the  definitive  treatment  of  a rup- 
tured diaphragm  is  surgical  repair,  opinions  dif- 
fer regarding  the  operative  approach.  Most  trau- 
ma surgeons  recommend  celiotomy  for  acute 
diaphragmatic  injuries  unless  there  are  suspected 
life-threatening  intrathoracic  problems.  When  this 
approach  is  used,  reduction  and  diaphragmatic 
repair  can  be  easily  accomplished  and  associated 
injuries  dealt  with.  Thoracotomy  is  useful  for 
diaphragmatic  herniation  that  is  recognized  late, 
since  many  such  patients  have  extensive  adhe- 
sions in  the  region  of  the  diaphragm  and  to  the 
lung  that  make  repair  through  the  abdomen  dif- 
ficult. On  the  right  side,  a thoracoabdominal  ap- 
proach may  be  needed,  and  regardless  of  the  side 
of  injury  it  is  prudent  to  prepare  for  possible  tho- 
racotomy before  attempting  celiotomy. 

Summary 

Diaphragmatic  injury  must  be  considered  in  all 
victims  of  blunt  trauma;  it  is  easily  missed  if  not 
considered  by  the  clinician.  Chest  x-ray  may  be 
either  diagnostic,  abnormal,  or  normal.  If  it  is 
normal,  the  injury  may  not  be  recognized  initial- 
ly in  some  patients,  and  a latent  phase  may  en- 
sue, which  may  lead  to  intestinal  obstruction  and / 
or  respiratory  compromise.  Early  operation  is 
curative.  r % 
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VUH  Morning  Report 


Pancytopenia  in  a Patient  Previously 
Treated  for  Hodgkin’s  Disease 


Case  Report 

A 53-year-old  white  man  with  a history  of  Hodgkin’s  dis- 
ease was  admitted  to  Vanderbilt  Hospital  for  fever  and  pan- 
cytopenia. Hodgkin's  disease,  stage  III  A mixed  cellularity, 
had  been  diagnosed  four  years  earlier  when  he  was  seen  for 
right  inguinal  adenopathy.  A splenectomy  was  performed  and 
the  patient  received  eight  cycles  of  chemotherapy  with  nitro- 
gen mustard,  vincristine,  prednisone,  and  procarbazine 
(MOPP),  as  well  as  extensive  periaortic  and  right  inguinal 
node  irradiation.  He  had  a complete  remission,  and  was 
thought  to  be  cured.  He  did  well  until  five  days  prior  to  ad- 
mission when  he  developed  fever,  pain,  and  swelling  of  the 
right  knee.  Arthrocentesis  by  his  local  physician  showed  cloudy 
fluid  with  3,000  RBCs/cu  mm  and  21,000  WBCs/cu  mm  with 
a predominance  of  “abnormal'’  monocytes.  A peripheral  CBC 
showed  a WBC  count  of  3,900/cu  mm  (normal  5,000  to  10.000) 
with  a differential  of  46%  lymphocytes,  23%  “atypical”  mon- 
ocytes, 28%  monocytes,  and  3%  segmented  neutrophils.  His 
platelet  count  was  21,000/cu  mm  (normal  150,000  to  350,000) 
and  his  hematocrit  26%  (normal  42  to  50).  A bone  marrow 
biopsy  on  hospitalization  showed  “myelodysplasia,”  and  he 
was  transferred  to  Vanderbilt  Hospital. 

On  transfer,  he  had  a temperature  of  103°F  orally,  but  his 
vital  signs  were  stable.  Though  he  appeared  uncomfortable, 
his  physical  examination  showed  only  swelling  and  tenderness 
of  his  right  knee.  Laboratory  examination  showed  an  SGOT 
of  91  IU/L  (normal  4 to  40),  alkaline  phosphatase  of  805  IU / 
L (normal  40  to  110),  and  an  LDH  of  389  IU/L  (normal  125 
to  250).  CBC  showed  a WBC  count  of  4,000/cu  mm  with  4% 
segmented  neutrophils,  70%  lymphocytes,  and  26%  mono- 
cytes. Hematocrit  was  21%  and  platelet  count  49,000/cu  mm. 
Therapy  with  antibiotics  was  begun,  and  blood  cultures  sub- 
sequently grew  Pseudomonas  aeruginosa.  Bone  marrow  bi- 
opsy was  repeated  and  showed  acute  myelomonocytic  leuke- 
mia. The  pain  and  swelling  of  his  knee  were  believed  due  to 
leukemic  infiltration  of  the  joint.  Repeated  arthrocentesis 
yielded  negative  cultures  and  no  crystals.  The  patient  was 
subsequently  treated  wtih  cytarabine  and  daunorubicin. 

Discussion 

Reports  noting  the  development  of  second  malig- 
nancies after  successful  therapy  for  Hodgkin's  disease 
are  becoming  increasingly  common  in  the  medical  lit- 


erature,1 perhaps  because  successful  therapy  is  avail- 
able for  Hodgkin's  disease  and  a large  number  of  pa- 
tients are  surviving  for  long  periods  of  time.2  The  role 
of  various  factors  leading  to  the  development  of  sec- 
ond malignancies  is  uncertain,  but  a correlation  seems 
to  exist  between  the  development  of  a second  malig- 
nancy and  the  intensity  of  therapy,  especially  if  both 
chemotherapy  and  radiation  are  used.1  Both  hemato- 
logic and  nonhematologic  tumors  are  seen  with  in- 
creased frequency  following  the  treatment  of  Hodg- 
kin’s disease.  Acute  nonlymphocytic  leukemia  is  most 
common.  The  risk  of  acute  nonlymphocytic  leukemia 
in  patients  who  have  had  intensive  alkylating  chemo- 
therapy and  irradiation  combined  may  be  as  high  as 
1,000  times  that  in  the  normal  population.  Chemo- 
therapy alone  is  associated  with  a lower  risk  of  acute 
leukemia,  while  those  treated  with  irradiation  alone 
rarely  develop  leukemia.2 

Acute  leukemia  following  therapy  for  Hodgkin's 
disease  has  certain  characteristics;  often  there  is  a pe- 
riod of  preceding  pancytopenia  or  dyserythropoiesis, 
and  chromosomal  aberrations  are  common  when 
karyotyping  is  done.  There  is  usually  refractoriness  to 
therapy,  with  treatment  resulting  in  partial  or  com- 
plete remission  in  only  25%  of  cases.3 

There  appears  to  be  a two-  to  three-fold  increase  in 
the  occurrence  of  other  malignancies  following  treat- 
ment for  Hodgkin’s  disease,  for  which  radiation  and 
chemotherapy  seem  to  be  equally  responsible.2 
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Jaundice  in  a Middle-Aged  Man 


Case  Report 

A 56-year-old  white  man  was  admitted  to  Vanderbilt 
Hospital  for  evaluation  of  two  weeks  of  painless  jaundice;  he 


Prepared  by  Jason  Morrow,  M.D.,  Hugh  J.  Morgan  chief  medical 
resident,  Vanderbilt  Medical  Center,  Nashville. 


had  had  a similar  episode  in  1979,  when  abdominal  ultra- 
sound had  revealed  gallstones  for  which  he  underwent  a cho- 
lecystectomy. No  stones  were  found  other  than  a few  small 
soft  ones  in  the  gallbladder  but  an  intraoperative  cholangio- 
gram  showed  slight  narrowing  of  intrahepatic  ducts  and  one 
constricted  segment  in  the  common  duct.  The  liver  appeared 
slightly  fibrotic  but  biopsy  revealed  only  cholestasis.  At  that 
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time  his  serum  bilirubin,  which  had  been  12  mg/dl  (normal  1 
to  1.2)  on  admission,  returned  to  normal  after  surgery.  The 
patient  did  not  seek  medical  treatment  again  until  1984,  when 
screening  blood  work  revealed  a gamma  glutamyltranspepti- 
dase  (GGT)  of  946  IU/L  (normal  11  to  63),  alkaline  phos- 
phatase of  139  IU/L  (normal  20  to  125),  SGOT  of  93  IU/L 
(normal  0 to  50),  and  serum  bilirubin  of  1.8  mg/dl  (normal  .1 
to  1.2).  CT  scan  of  the  abdomen  revealed  mild  fatty  liver 
infiltration.  A liver-spleen  scan  was  normal,  and  antimito- 
chondrial  antibody  was  negative.  Primary  sclerosing  cholan- 
gitis was  considered  as  a diagnosis,  but  because  the  patient 
was  asymptomatic  it  was  decided  not  to  treat  him.  He  contin- 
ued to  do  well  until  two  weeks  prior  to  admission  when  the 
painless  jaundice  began,  with  light  stools,  dark  urine,  and 
abdominal  swelling. 

He  was  referred  to  Vanderbilt,  where  examination  re- 
vealed marked  jaundice  and  ascites.  His  liver  was  not  palpa- 
ble but  his  spleen  could  be  felt  3 cm  below  the  left  costal 
margin.  Laboratory  findings  were  SGOT  104  IU/L,  alkaline 
phosphatase  344  IU/L,  and  serum  bilirubin  23  mg/dl.  CT  scan 
of  the  abdomen  revealed  ascites,  a small,  nodular  liver,  and 
a large  spleen.  Endoscopic  retrograde  cholecystopancreatog- 
raphy  revealed  multiple  strictures  throughout  the  common  bile 
duct,  with  pruning  of  the  intrahepatic  radicals  typical  of  scle- 
rosing cholangitis  (Fig.  1).  Colonoscopy  revealed  a normal 
large  bowel.  The  patient’s  ascites  was  treated  with  spirono- 
lactone. Liver  transplant  is  being  considered. 

Discussion 

Primary  sclerosing  cholangitis  (PSC)  is  a chronic  in- 
flammatory disorder  affecting  the  intrahepatic  and  ex- 
trahepatic  bile  ducts;  its  etiology  is  not  known.  It  has 
been  associated  with  diverse  diseases,  most  commonly 
ulcerative  colitis.1  It  may  have  an  autoimmune  basis, 
and  has  been  associated  with  certain  HLA  types,  most 
commonly  HLA  B8  and  DR3.  Portal  viral  and  bacte- 
rial infections  have  been  considered  possible  causes.1 

Clinically,  PSC  follows  a progressive  course.  Men 
in  the  third  to  fifth  decades  are  most  commonly  af- 
fected, with  symptoms  including  right  upper  quadrant 
abdominal  pain,  icterus,  pruritis,  and  weight  loss,  but 
many  patients  are  asymptomatic.2  Diagnosis  depends 
primarily  on  the  demonstration  of  radiologic  abnor- 
malities of  the  bile  ducts.2  Demonstration  of  segmental 
strictures  of  the  biliary  tree  by  endoscopic  retrograde 
cholecystopancreatography  or  transhepatic  cholan- 
giography is  diagnostic  in  80%  of  cases.1  Liver  biopsy 
is  usually  not  helpful;  it  may  reveal  cholestasis,  portal 
inflammation,  fibrosis,  or  cirrhosis.  Laboratory  tests 
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Figure  1.  Endoscopic  retrograde  cholecystopancreatography  show- 
ing strictures  throughout  the  common  bile  duct  and  pruning  of  intra- 
hepatic radicals. 


classically  show  a cholestatic  picture,  with  increased 
GGT,  alkaline  phosphatase,  and  bilirubin. 

Differential  diagnosis  of  PSC  includes  bile  duct  car- 
cinoma, anomalies  of  the  biliary  tree,  primary  biliary 
cirrhosis,  and  scarring  from  previous  surgery.1  Prog- 
nosis is  generally  poor.  End  stage  liver  disease  usually 
develops  within  a few  years  after  diagnosis,  and  death 
is  usually  due  to  a complication  of  liver  failure.  Treat- 
ment with  a number  of  agents,  including  steroids, 
azathioprine  and  cholestyramine,  have  met  with  limit- 
ed success,  as  have  surgical  procedures.23  Liver  trans- 
plant may  be  a therapeutic  option.1 
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Health  and  Environment  Report 


Tennessee  AIDS  Advisory  Committee 

FREDIA  S.  WADLEY,  M.D.,  MSHPA 


On  Sept.  3,  1987,  twenty-seven  individuals  ap- 
pointed by  Commissioner  James  E.  Word  met  for 
the  first  time  as  Tennessee’s  AIDS  Advisory 
Committee.  The  members,  who  represent  var- 
ious groups,  disciplines,  and  organizations  with 
an  interest  in  AIDS,  received  their  charge  to  re- 
view the  issues  and  make  recommendations  con- 
cerning the  direction  Tennessee  should  take  to 
prevent  the  spread  of  the  HIV  (human  immuno- 
deficiency virus)  infection,  and  to  provide  appro- 
priate health,  social,  and  support  services  for 
those  with  the  infection. 

Three  subcommittees  (Policies,  Services/Sup- 
port, and  Prevention/Education)  have  been  es- 
tablished in  order  to  effectively  cover  more  is- 
sues. Although  the  committee  will  meet  through 
February  or  March  1988,  it  has  been  encouraged 
to  prioritize  issues  and  make  a preliminary  re- 
port by  the  first  week  of  November  1987.  Rec- 
ommendations needing  legislative  attention  this 
session  would  need  to  be  submitted  by  then. 

As  of  Aug.  31,  1987,  there  had  been  260  cases 
of  AIDS  reported  in  Tennessee  since  1981.  Al- 
though this  sounds  minor  compared  to  New 
York's  almost  11,000  reported  cases,  we  must 
consider  a few  figures  to  understand  the  concern. 

• For  every  case  of  AIDS,  we  may  have  ten 
cases  of  AIDS-Related  Complex  (ARC). 
This  would  mean  over  2,500  ARC  cases  in 
Tennessee. 

• It  is  estimated  that  12,000  to  15,000  individ- 
uals are  infected  with  HIV  in  this  state. 

• According  to  predictions  of  the  Tennessee 
Communicable  Disease  Control  Division, 
based  on  the  AIDS  trend  in  Tennessee,  by 
1991  we  will  have  5,000  cumulative  AIDS 
cases  reported  since  1981,  up  to  2,500  newly 
diagnosed  AIDS  cases  that  year  alone,  and 
50,000  cumulative  ARC  cases. 


From  the  Tennessee  Department  of  Health  and  Environment, 
Nashville.  Dr.  Wadley  is  chief  medical  officer  of  TDHE. 


The  best  we  could  hope  for  for  1991  is  that 
only  1,500  to  2,000  AIDS  victims  will  need  med- 
ical care  in  Tennessee.  A current  conservative 
estimate  for  care  is  $40,000  per  case,  which  still 
adds  up  to  a cost  of  $60  million  to  $80  million  for 
Tennessee  AIDS  patients  in  1991.  While  defini- 
tive information  on  the  extent  to  which  Medicaid 
pays  for  services  to  AIDS  patients  is  lacking,  the 
federal  Health  Care  Financing  Administration  has 
estimated  that  at  any  one  time,  40%  of  AIDS 
patients  receive  services  paid  for  by  the  Medicaid 
program.1  (p  127) 

There  are  at  least  five  characteristics  of  HIV 
infection  that  make  it  a difficult  public  health 
problem  with  which  to  deal.  First  is  the  long 
asymptomatic  phase  during  which  a person  is  in- 
fectious, as  well  as  the  unique  feature  of  being 
infectious  for  life.  There  is  no  practical  definitive 
test  for  the  virus  that  can  be  used  in  screening 
and  clinical  settings.  The  major  two  routes  of 
transmission  being  sexual  (especially  homosex- 
ual) activity  and  intravenous  drug  use  has  defi- 
nitely decreased  the  enthusiasm  of  many  people 
for  allocating  already  limited  resources  to  AIDS 
prevention  or  care.  There  is  no  known  cure  or 
vaccine,  and  virtually  all  AIDS  patients  die.  The 
confidentiality  and  discrimination  problems  sur- 
rounding the  infection,  and  the  intense  fear  gen- 
erated in  some  people  by  the  infection,  coupled 
with  the  perception  that  all  who  have  it  are  ho- 
mosexuals or  intravenous  drug  users,  has  pre- 
sented unprecedented  discrimination  problems. 
Health  professionals  have  become  so  afraid  of 
discrimination  problems  that  they  have  not  felt 
comfortable  in  responding  as  they  would  like. 

One  of  the  hottest  policy  issues  relative  to 
AIDS  hit  Tennessee  in  August  as  children  re- 
turned to  school.  Some  parents  were  demanding 
that  health  and  education  officials  either  guar- 
antee that  there  was  absolutely  no  chance  of  their 
children  getting  the  HIV  infection  from  a class- 
mate, or  exclude  HIV  infected  students  from 
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school.  Since  this  same  problem  has  occurred  in 
various  states,  three  things  have  become  appar- 
ent: 

• Teachers,  students,  and  parents  who  have 
prior  information  about  the  infection  have 
fewer  reservations,  and  are  more  comforta- 
ble when  an  HIV  infected  student  arrives  for 
classes. 

• Education  is  definitely  helpful,  but  some  in- 
dividuals will  never  change  their  minds  re- 
gardless of  the  amount  of  information  pre- 
sented. Either  they  don’t  believe  the  health 
officials  giving  the  facts,  or  they  don’t  want 
to  accept  even  an  exceptionally  small  risk. 

• In  previous  court  cases  and  rulings,  a gen- 
eral policy  to  exclude  HIV  infected  students 
has  not  been  upheld. 

With  intensive  case  investigations  from  1981 
until  now,  it  still  stands  that  the  three  ways  that 
the  HIV  infection  is  transmitted  are  sex,  blood, 
and  birth.  The  recent  reports  that  12  health  care 
workers  have  converted  to  HIV  antibody-posi- 
tive status  have  alarmed  the  health  industry  and 
the  general  population.  Although  this  finding 
should  be  given  serious  regard,  we  should  also 
remember  that  of  over  2,400  health  care  workers 
being  followed  because  of  HIV  exposures  through 
needle  sticks  or  significant  blood  and  body  fluid 
contaminations,  only  12  have  been  known  to 
convert  to  a positive  test  (nine  due  to  needle 
sticks  and  three  to  mucous  membrane  or  skin  ex- 
posure to  blood).2  During  these  studies,  it  has 
also  become  apparent  that  the  HIV  infection  is 
not  as  easily  transmitted  as  hepatitis  B through  a 
needle  stick  exposure.  Though  this  is  good  news 
for  the  optimist,  the  pessimist  restates  it  that  not 
everything  is  known  about  the  virus,  and  this  lack 
of  knowledge  precludes  acceptance  of  the  state- 


ment that  transmission  does  not  occur  by  casual 
contact. 

While  precautions  should  be  taken  by  health 
care  workers  liable  to  exposure  to  HIV  infected 
blood,  the  question  being  asked  now  is  whether 
there  is  a sufficient  risk  of  blood  exposure  in 
school  or  the  workplace  to  warrant  excluding  the 
infected  student  or  employee  from  the  premises. 

The  New  York  State  Senate  Majority  Task 
Force  on  AIDS  summarized  the  legislative  di- 
lemma by  saying: 

The  AIDS  epidemic  presents  state  lawmakers  with  the 
challenge  of  protecting  the  public  health  while  main- 
taining a legal  tradition  that  includes  a commitment  to 
civil  liberties,  due  process  and  equal  protection  under 
the  law.  Constitutionally,  this  commitment  requires  that 
policy  be  based  upon  reason  and  the  relevant  medical 
evidence  rather  than  on  fear  and  prejudice.  In  the  case 
of  AIDS,  any  new  laws  must  follow  reliable  medical 
evidence.1  (p47) 

Physicians  across  the  state  are  being  asked 
questions  by  individual  patients  or  community 
groups  concerning  AIDS.  If  the  Tennessee  De- 
partment of  Health  and  Environment  can  be  of 
assistance  in  providing  you  with  facts  and  figures 
concerning  HIV  infection,  please  call  our  Com- 
municable Disease  Control  Division  (615)  741- 
7247.  If  you  have  any  recommendations  that  you 
would  like  the  Advisory  Committee  to  consider, 
please  send  them  to  me:  Fredia  Wadley,  M.D., 
Tennessee  Department  of  Health  and  Environ- 
ment, 344  Cordell  Hull  Bldg.,  Nashville,  TN 
37219-5402.  CZZZ7 
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Loss  Prevention  Case  of  the  Month 


The  Emergency  Room  Zoo 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

About  6 pm  one  Saturday  evening,  a healthy-ap- 
pearing  man  was  brought  to  the  very  busy  emergency 
room  (ER).  He  was  obese,  extremely  strong,  extreme- 
ly combative  and  difficult  to  control,  and  required 
multiple  attendants  to  hold  him  on  the  stretcher  and 
eventually  required  restraints.  On  admission  to  the  ER 
his  blood  pressure  was  120/50  mm  Hg,  pulse  120/min, 
temperature  99.4°F,  and  respiratory  rate  36/min.  Drug 
^overdose  was  suspected,  and  a drug  screen  was  or- 
dered. The  patient  was  retained  in  the  ER  and  moni- 
tored at  irregular  intervals.  About  IV2  hours  after  ad- 
mission to  the  ER,  a drug  screen  was  reported,  and 
the  salicylate  level  was  reported  as  100.  The  junior 
house  physician,  who  was  working  in  the  ER  that  eve- 
ning, did  not  recognize  the  significance  of  the  high  sal- 
icylate level  and  was,  therefore,  not  as  aggressive  as 
he  might  have  been  in  the  management  of  his  patient, 
but  he  did  contact  the  attending  physician  on  two  oc- 
casions and  was  advised  to  order  blood  gases,  which 
was  done;  in  spite  of  his  obvious  confusion  as  to  the 
problem  with  his  patient,  the  attending  physician  did 
not  come  to  the  ER  to  assist  in  the  management  of 
this  very  difficult  patient. 

Again  there  was  significant  delay  from  the  time  the 
blood  gases  were  ordered  and  the  report  was  received 
in  the  ER.  At  about  the  time  the  report  was  made, 
the  patient  suddenly  began  to  convulse  and  died. 

A lawsuit  was  brought,  charging  the  resident,  the 
attending  physician,  and  the  hospital  with  negligence 
in  the  care  of  this  patient.  A sizable  settlement  was 
negotiated  on  the  part  of  all  parties. 


Dr.  Avery  is  chairman  of  the  Loss  Prevention  Committee,  State 
Volunteer  Mutual  Insurance  Company,  Brentwood,  and  medical  di- 
rector for  Ambulatory/Outpatient  Services,  St.  Thomas  Hospital, 
Nashville. 


Loss  Prevention  Comments 

It  is  difficult  to  exonerate  the  first  year  resi- 
dent, who  admitted  he  did  not  know  the  full  sig- 
nificance of  the  salicylate  level.  Certainly,  by  that 
time  in  his  medical  education  he  should  have 
known  that  such  a level  was  extremely  danger- 
ous. To  his  credit,  he  was  very  busy,  running  from 
room  to  room  to  attend  to  many  more  or  less 
minor  complaints.  Of  course,  since  the  attending 
physician  is  responsible  for  the  “supervision”  of 
the  housestaff,  it  was  his  duty  to  personally  in- 
volve himself  in  the  management  of  the  patient. 

Complicating  the  problem  was  a laboratory 
that  somehow  sent  the  first  report  to  the  wrong 
area  of  the  hospital,  so  that  consequently  it  was 
7V2  hours  before  the  report  arrived  in  the  ER.  In 
the  ER,  on  a busy  weekend  night,  it  is  easy  to 
see  how  a patient  might  “get  lost”  in  the  rush; 
systems  should  be  in  place  10  track  the  labora- 
tory work  and  to  follow'  up  if  the  report  has  not 
been  received  within  the  allotted  time.  The  re- 
port of  the  blood  gases  ordered  by  the  attending 
physician  was  also  delayed. 

This  extremely  unfortunate  and  tragic  acci- 
dent appeared  to  be  the  result  of  the  confluence 
of  activity  of  a junior  house  officer  who  knew 
less  than  he  should  have,  an  attending  physician 
who  felt  that  his  resident  knew  more  than  he 
really  did,  and  the  lack  of  prompt  and  efficient 
systems  to  expedite  the  reporting  of  laboratory 
work,  once  accomplished.  r ^ 
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Hie  Tennessee  Medical  Association 
approves  the  same  collection 
program  recommended  by 
medical  associations  in 
44  other  states. 

I.C.  System 

Why  these  votes  of  confidence? 


I.C.  System  is  endorsed  as  a responsible  alternative  for  physicians  who  need 
help  keeping  their  receivables  under  control.  All  collection  practices  are  legal, 
ethical  and  professional.  The  objective  is  to  collect  without  harming  the 
doctor  patient  relationship.  That’s  important. 

In  these  economic  times  you  need  a collection  program  you  can  turn  to  in 
confidence.  Consider  I.C.  System.  Write  or  phone  for  information.  The 
system  is  endorsed  by  your  association.  The  System  Works! 


The  System 
Works 


I.C.  SYSTEM,  INC. 

P.O.  Box  64639 
St.  Paul,  MN  55164-0639 
WATS  800  328-9595 
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James  T.  Galyon 


Medical  Care  for  the  Indigent 

Medical  care  for  the  indigent  has  always  been  a problem  for  Tennessee 
physicians.  This  has  not  changed.  The  Governor  placed  this  issue  high  on 
his  priority  list  when  he  was  running  for  office.  He  has  already  acted  in  two 
ways,  first,  to  establish  a commission  to  study  the  problem  and  to  recom- 
mend long  range  solutions,  and  second  to  assist  in  some  creative  financing. 
Some  hospitals  contribute  funds  that  will  insure  even  greater  federal  match- 
ing funds;  they  will  then  be  returned  to  these  same  hospitals  as  Medicaid 
reimbursement — a sort  of  bureaucratic  “casting  of  bread  upon  the  waters.” 
Though  this  is  very  innovative  and  helps  to  some  extent,  most  of  us  realize 
it  will  have  no  long  range  impact. 

Levels  of  Medicaid  reimbursement  are  so  low  that  it  is  difficult  to  have  a 
large  percentage  of  such  patients  and  still  deliver  quality  care.  This  leads 
physicians  to  refuse  to  routinely  accept  Medicaid  patients  for  treatment, 
driving  them  to  institutional  care  (i.e.,  medical  school  clinics,  public  health 
clinics,  hospital  clinics,  emergency  rooms).  They  may  also  be  driven  to  so- 
called  Medicaid  mills,  which  survive  by  delivering  care  to  a large  volume  of 
patients,  sometimes  without  regard  to  its  quality. 

Pediatricians  and  primary  care  physicians  have  made  inroads  into  this  sit- 
uation by  establishing  “homes”  for  children’s  medical  care.  This  is  a place 
where  the  child  must  go  for  his  primary  medical  care,  and  it  will  be  accepted 
by  Medicaid  at  an  increased  level  of  reimbursement. 

Attempts  are  now  being  made  to  establish  such  primary  care  "homes”  for 
indigent  adults.  The  results  will  need  close  observation  to  see  if  they  are 
successful.  These  are  the  correct  trends,  with  more  realistic  reimbursement 
to  keep  the  medically  indigent  patient  in  the  mainstream  of  medicine. 

Hospitals  have  been  the  focus  of  considerable  media  attention  because  of 
the  problems  of  indigent  care.  Some  believe  this  is  entirely  the  problem  of 
public  hospitals,  supported  by  tax  dollars.  Others  believe  all  hospitals  have 
an  obligation  to  care  for  the  medically  indigent.  Obviously,  someone  pays 
for  uncompensated  care.  If  not  the  taxpayer,  then  it  is  the  paying  patient  or 
his  insurer. 

In  Memphis,  charity  has  reared  its  head  again.  A concerned  and  dedicat- 
ed physician  has  started  a new  outpatient  clinic  supported  by  churches,  pri- 
vate individuals,  business,  and  industry.  Maybe  the  word  charity  can  be  al- 
lowed back  in  our  vocabulary  again. 

There  will  never  be  any  single  answer  to  medical  care  for  the  indigent. 
Multiple  solutions  must  be  tried;  these  should  include  a more  realistic  reim- 
bursement to  physicians  to  keep  the  indigent  in  the  physician’s  office  where 
the  care  is  best  and  the  cost  is  economical. 

If  government  at  all  levels,  federal,  state  and  local,  really  believes  medi- 
cal care  for  the  indigent  is  a legitimate  concern  of  theirs,  then  they  will  have 
to  ante  up  to  pay  for  these  services — not  just  promise  a lot  and  pay  a little. 

Finally,  a little  charity  by  all  of  us,  as  always,  goes  a long  way  in  helping 
those  less  fortunate. 


jownol  of  the 

tenri€//ee 

mcdkolcwocioMon 

PUBLISHED  MONTHLY 

DEVOTED  TO  THE  INTERESTS  OF  THE  MEDICAL 
PROFESSION  OF  TENNESSEE 

OFFICE  OF  PUBLICATION:  112  LOUISE  AVENUE, 
NASHVILLE,  TN  37203 

JOHN  B.  THOMISON,  M.D.,  EDITOR 

ADDISON  B.  SCOVILLE,  JR.,  M.D.,  ASSOCIATE  EDITOR 

JEAN  WISHNICK,  MANAGING  EDITOR 

Acceptance  for  mailing  at  special  rate  of  postage 
provided  for  in  Section  1 103,  Act  of  October  3,  1917, 
authorized  July  15,  1932. 


Copyright  for  protection  against  republication.  Journals 
of  the  American  Medical  Association  and  of  other 
state  medical  associations  may  feel  free  to  quote 
from  this  Journal  whenever  they  desire 
merely  giving  credit  to  this  publication. 


Address  papers,  discussions  and  scientific  matter  to: 

John  B.  Thomison,  M.D.,  Editor 
230  25th  Ave.  North,  Nashville,  TN  37203 
Address  organizational  matters  to  L.  Hadley  Williams, 
Executive  Director,  1 12  Louise  Avenue,  Nashville,  TN  37203 


COMMITTEE  ON  SCIENTIFIC  AFFAIRS 

OSCAR  M.  McCALLUM,  M.D.,  Chairman,  Henderson 

SIDNEY  L.  BICKNELL,  M.D.,  Jackson 

CLAUDE  H.  CROCKETT,  JR.,  M.D.,  Bristol 

WINSTON  P.  CAINE,  M.D.,  Chattanooga 

TED  W.  HILL,  M.D.,  Gallatin 

FRANCIS  W.  GLUCK,  JR.,  M.D.,  Nashville 

JOHN  B THOMISON,  M.D.,  Nashville,  Ex-Officio 


NOVEMBER,  1987 


cdiloriol/ 

Thanksgiving  Day — 

Of,  By,  and  For  the  People 

The  very  efficient  managing  editor  of  this  pub- 
lication, who  rides  herd  on  me  and  other  errant 
authors  and  keeps  things  in  proper  order,  called 
yesterday  and  asked  if  I was  working  on  another 
editorial.  I told  her  I was  thinking  about  it.  She 
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allowed  as  how,  since  I always  write  a Thanks- 
giving editorial,  she  knew  that  I was.  I wasn’t.  I 
am  now,  but  you  can  tell  it  is  in  a rather  desul- 
tory fashion.  After  all,  it's  only  a couple  of  weeks 
since  Labor  Day,  we  have  Halloween  yet  to  go, 
and  I bet  I haven’t  gotten  more  than  half  a dozen 
Christmas  catalogs  yet.  So  it’s  hard  to  get  in  the 
mood  for  Thanksgiving,  what  with  fall  starting 
only  this  morning. 

While  it  may  be  hard  to  get  in  the  mood  yet 
for  the  capital  “T”  Thanksgiving,  it  isn’t  for  the 
small  “t”  one.  In  fact,  I stay  that  way.  I’m  like 
the  after  dinner  speaker  who  said,  “I’m  happy  to 
be  here  with  you  this  evening,”  and  after  he  had 
thought  a moment,  continued,  “Hell,  I’m  happy 
to  be  anywhere.”  I am  thankful  to  be  where  I 
am,  and  doing  what  I'm  doing.  I enjoy  practicing 
medicine,  despite  its  tribulations  (which  are  per- 
haps more  niggling  but  certainly  less  grave  than 
they  were  50  years  ago,  when  I finished  high 
school  and  started  up  the  ladder).  I am  thankful 
for  good  health,  a lovely  wife,  and  a fine  family, 
and  while  I might  not  have  all  the  creature  com- 
forts I can  imagine,  I do  have  most  of  what  I 
want,  and  certainly  a lot  more  than  I need.  But 
those  are  things  for  which  we  are  to  give  thanks 
daily  to  the  One  who  the  apostle  Paul  said  can 
supply  your  every  need  through  His  great  riches 
in  glory.  (Of  course  Paul  was  talking  about  things 
other  than  creature  comforts,  since  he  was  writ- 
ing to  the  Philippians  from  jail.)  Thanksgiving 
Day  is  about  something  else. 

Though  a day  of  Thanksgiving  to  God,  and 
even  the  ancient  and  not  so  ancient  gods,  per- 
meates mankind’s  history  generally,  as  well  as  our 
own.  Thanksgiving  Day  as  a national  holiday  was 
first  proclaimed  by  President  Lincoln  during  the 
War  between  the  States  to  give  thanks  for  this 
nation,  the  United  States  of  America,  which  were 
then  anything  but  united. 

Nashville  has  just  gone  through  an  incredibly 
tasteless,  unconscionably  expensive  mayoral 
campaign  in  which  the  two  candidates  evenly  di- 
vided four  million  dollars  for  the  privilege  of  im- 
pugning each  other’s  morals,  integrity,  responsi- 
bility, and  taste.  It  reminded  me  of  schoolyard 
jousts  in  which  one  would  hurl  an  insult  and  his 
opponent  would  shout  back,  “You’re  another.” 
Or  “I’m  rubber  and  you’re  glue.  Everything  you 
say  to  me  bounces  back  and  sticks  on  you.”  And 
so  on.  Since  we  had  to  have  a runoff  election, 
Nashville  citizens  have  been  subjected  to  that  sort 
of  nonsense  since  last  spring.  Everyone  was  so 
thoroughly  sick  of  it  that  more  than  one  yard 
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sported  a sign  proclaiming  “Nobody  for  Mayor.” 
A large  percentage  of  the  votes  cast  were  nega- 
tive ones. 

But  who  would  have  it  otherwise?  Though 
certainly  one  would  wish  for  more  restraint  and 
less  expense,  the  percentage  of  the  world’s  pop- 
ulation with  access  to  a free  electoral  process  is 
small,  and  so  therefore  is  that  price  we  pay  to 
maintain  ours.  The  real  culprits  are  the  media, 
particularly  television,  which  provides  such  a 
ready  platform  for  the  gauche  antics  of  the  can- 
didates and  their  supporters. 

In  an  address  before  the  House  of  Commons 
shortly  after  the  Second  World  War,  Winston 
Churchill  said,  “No  one  pretends  that  democracy 
is  perfect  or  all-wise.  Indeed,  it  has  been  said  that 
democracy  is  the  worst  form  of  government  ex- 
cept all  those  other  forms  that  have  been  tried 
from  time  to  time.”  The  freedom  of  elections  was 
wrested  from  tyrants  at  great  cost,  and  its  surviv- 
al is  tenuous  at  best,  depending  as  it  does  on  the 
whimsy  of  a fickle  citizenry.  The  birth  of  this  na- 
tion followed  a long,  painful  delivery  in  which 
the  survival  of  the  offspring  was  frequently  in 
doubt.  It  suffered  many  pangs  during  its  adoles- 
cence, and  in  its  adulthood  its  wisdom  and  effec- 
tiveness have  often  been  questioned.  There  are 
those  who  now  see  signs  of  senility. 

No  nation  or  government  is  immortal.  At  Get- 
tysburg Mr.  Lincoln  asked  that  this  nation  under 
God  have  a new  birth  in  freedom.  Rebirth  must 
happen  with  each  generation,  as  a nation  sur- 
vives only  so  long  as  it  lives  in  the  hearts  of  its 
countrymen.  There  are  many  who  would  remove 
it  from  God’s  providence;  that  would  be  the  seeds 
of  its  undoing.  Thanksgiving  Day  was  ordained 
and  constituted  not  for  bellies  stuffed  with  tur- 
key and  minds  jellied  by  football;  its  observance 
is  a moral  obligation,  “that  government  of  the 
people,  by  the  people,  and  for  the  people  should 
not  perish  from  the  earth.”  The  threat  is  not  from 
without,  but  from  within;  the  Civil  War  ended, 
but  the  battle  for  survival  never  does. 

J.B.T. 


jTtppu 

tEijanksgtfimg 


Human  Resources 


An  easily  ignored  communication  made  it 
across  a synapse  even  as  the  paper  it  was  printed 
on  drifted  toward  my  round  file.  The  words  that 
demanded  attention  said  “Georgia  Department 
of  Human  Resources.”  Well,  resources  for  what? 

Words  play  tricks  on  you — or  more  precisely, 
the  use  of  words  can  play  tricks  on  the  unwary. 
People  can  use  words  to  play  tricks  on  you,  too, 
but  that  is  not  what  I'm  talking  about.  I’m  talk- 
ing about  words  used  imprecisely  inadvertently — 
through  ignorance  or  carelessness. 

We  have  a cat.  She  is  female.  Because  I said 
“she”  you  would  have  known  our  cat  was  female 
even  if  I had  not  said  so.  But  if  I had  said,  “We 
have  a female,”  you  would  have  said,  “A  female 
what?”  N’est-ce  pas?  Female  is  an  adjective,  you 
say?  It  can  apply  to  anything  that  lives,  you  say? 
Then  why  do  you  say  (if  you  do  say — if  you  do 
not  say,  you  are  in  a distinct  minority — a correct 
minority),  then  why  do  you  say,  “A  38-year-old 
female  presented  to  the  emergency  room  . . .”? 
A female  what?  That  has  become  a more  or  less 
standard  way  to  open  a case  presentation.  (In 
fact,  it  is  wrong  twice.  One  can  present  oneself 
to  the  emergency  room,  but  one  cannot  present 
to  anything.  The  word  present  is  a transitive  verb, 
which  means  it  requires  an  object — a direct  ob- 
ject. So  much  for  the  grammar  digression.) 

Now  back  to  females  and  males.  There  are 
boars  and  sows;  there  are  mares  and  stallions; 
there  are  bulls  and  cows  (there  are  geldings  and 
steers,  too,  which  are  neither,  and  shoats  and 
children,  which  are  both,  but  we  aren’t  talking 
about  them;  they  aren’t  applicable  to  this  act). 
There  are  also  men  and  boys  and  girls  and  wom- 
en (Vive  la  difference!).  To  refer  to  them  as  males 
and  females  lumps  them  into  a glob  of  living 
beings  that  includes  not  only  the  animal  kingdom 
(except  for  the  likes  of  steers  and  earthworms), 
but  much  of  the  plant  kingdom  (or  the  higher 
parts  of  it)  as  well. 

To  call  a man  or  boy  a male,  or  a woman  or 
girl  a female,  dehumanizes  them.  It  is  the  trend. 
If  that’s  all  we  are,  then  I suppose  it  is  correct  to 
refer  to  us  as  resources — or  also  vice  versa,  I 
guess.  It  depends  upon  how  we  are  viewed,  and 
by  whom. 

Except  on  the  highest  philosophical  plane, 
throughout  history  one  has  had  to  be  a king  (or 
high  priest,  or  what-not)  to  achieve  much  status 
as  an  individual.  The  only  religions  to  teach  the 
value  of  the  individual  got  around  it  by  pragmat- 
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ically  considering  equality  as  in  the  sight  of  God, 
since  “here  on  earth  have  we  no  continuing 
place.”  Kings  got  that  way  by  divine  right  (after 
they  got  that  way  by  being  either  stronger  or 
smarter  or  craftier).  The  serfs,  and  also  the  free- 
man (not  to  mention  the  nobles),  were  their  “hu- 
man resources”  that  (not  who)  brought  in  all  their 
other  resources.  The  nobility  had  each  his  own 
human  resources.  The  rest  had  not  much — hu- 
man or  otherwise. 

In  penning  the  words  “all  men  are  created 
equal,”  Mr.  Jefferson  et  al  were  obviously  not 
implying  that  each  individual  is  as  strong  or  as 
smart  or  as  crafty  as  any  other.  They  knew  better 
than  that,  and  so  did — and  does — everybody  else 
(I  think).  They  were  espousing  a new — and  re- 
freshing— concept  that  no  one  is  anybody  else’s 
resource,  and  that  the  individual  is  more  impor- 
tant than  any  collection  of  individuals  (i.e.,  the 
state),  and  also  that  the  function  of  the  group 
(i.e.,  the  state)  is  solely  to  maintain  the  individ- 
ual’s life  and  liberty  and  to  allow  that  individual 
to  pursue  happiness. 

To  start  with,  way  back  yonder  ( way  back 
yonder)  there  were  only  individuals.  They  found 
it  hard  to  survive  that  way,  and  so  they  banded 
together.  Someone  found  out,  say,  that  a stick 
extended  the  arm,  and  with  it  you  could  strike 
down  your  enemy  (who  was  anyone  who  want- 
ed— or  had — what  you  wanted)  before  he  could 
reach  you.  Everyone  else  shouted,  “He  ought’a 
be  king,”  and  so  he  was.  Israel  wanted  a king 
like  everybody  else.  God  said  He  had  always 
thought  He  was  their  king,  but  if  that  was  the 
way  they  wanted  it,  that’s  the  way  they  would 
have  it.  Look  what  happened  to  Israel.  Man  (Is- 
rael is  just  an  example)  traded  his  individuality 
for  security  and  uniformity,  and  reaped  conform- 
ity; he  became  a resource. 

To  refer  to  the  United  States  government  as 
the  federal  government  is  both  accurate  and  in- 
accurate. According  to  the  Constitution,  the 
United  States  is  a federation  of  sovereign  states, 
and  its  constitutionally  granted  powers  and  pre- 
rogatives are  strictly  limited.  It  appears  though 
that  from  a practical  standpoint  once  a man  has 
ever  gotten  to  Washington  he  has  ceased  being  a 
federalist  and  became  a nationalist.  The  first  state 
to  test  the  glue  was  Massachusetts;  it  was  re- 
buffed by  none  other  than  our  own  Andrew 
Jackson,  who  as  president  threatened  armed  in- 
tervention if  Massachusetts  tried  to  secede.  Mas- 
sachusetts backed  down,  but  South  Carolina  did 
not.  After  five  bloody  years  the  federation  (or 
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union)  died,  and  from  its  ashes  rose  the  nation. 
It  has  been  strengthened  by  every  Supreme  Court 
chief  justice,  each  of  whom  has  progressively 
eroded  the  prerogatives  of  the  states,  gathering 
momentum  through  the  years.  What  we  have  in 
actuality  is  a national,  and  not  a federal,  govern- 
ment. 

The  government  has  not  (and  indeed  could  not 
have,  of  course)  done  all  of  this  in  a closet.  It 
has  all  been  done  with  the  help  and  concurrence, 
and  indeed  the  encouragement,  of  the  citizenry, 
which  has  not  only  assented,  but  has  urged  the 
“federal”  government  to  assume  the  lead.  “Only 
the  federal  government  has  enough  money  (or 
enough  power)  to.  . . .”  And  where  does  the 
federal  government  get  the  money  and  the  pow- 
er? From  its  citizens. 

It  gets  the  money  and  the  power  from  its  hu- 
man resources — its  males  and  females.  We  have 
come  full  circle,  and  joined  the  club. 

J.B.T. 


Life  in  a Putty  Knife  Factory 

A book  editor  of  JAMA  once  wrote  that  peo- 
ple do  not  borrow  books;  people  steal  books.  I 
might  quibble  a little  with  that,  in  that  stealing 
implies  acquiring  someone  else’s  property  illegal- 
ly and  without  permission.  I think  therefore  that 
to  say  people  steal  books  is,  at  least  for  the  most 
part,  hyperbole.  Nevertheless,  it  is  true  that 
many,  many  books  take  up  permanent  residence 
with  others  than  their  legal  owner.  It  is  a pity, 
because  though  I do  not  often  need  to  look  any- 
thing up  in  the  book  of  the  same  name  as  this 
piece,  it  is  a reference  work  of  sorts,  and  I used 
to  have  it.  Though  I do  still  own  it,  I don’t  have 
it  anymore. 

To  refer  to  Life  in  a Putty  Knife  Factory  as  a 
reference  work  could  also  be  considered  hyper- 
bole, I guess — in  fact,  is.  It  was  written  by  a 
clown  named  H.  Allen  Smith,  who  was  an  ob- 
server and  chronicler  of  life  on  the  local  scene, 
largely  in  the  New  York  City  of  the  Forties  and 
Fifties  (of  this  century);  his  theme  was  the  ridic- 
ulous, of  which  the  Big  Apple,  which  it  was  not 
called  then,  had,  as  it  still  has,  a plenty.  What  I 
wanted  to  look  up  was  the  preface,  which  is  a 
single  sentence  quote  from  somebody  to  the  ef- 
fect that  the  world  is  like  a factory  given  over 
entirely  to  the  manufacture  of  putty  knives. 
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Though  that  too  is  hyperbole,  at  times  I think  it 
is  not  much. 

The  last  time  I thought  of  that  book  was  one 
morning  about  a year  ago  while  I was  sitting  in 
the  gallery  of  the  Senate  Chamber  in  our  na- 
tion’s capitol.  They  were  making  putty  knives  that 
day,  as  they  (both  Houses)  have  often  done  both 
before  and  since.  I would  not  be  unwilling  to  al- 
low them  that  privilege  if  their  activities  did  not 
require  that  so  much  of  my  own  time  be  relegat- 
ed to  that  same  pursuit.  As  it  is,  I resent  it. 

There  are  a great  many  things  that  the  Con- 
gress could  profitably  spend  its  time  on  if  they 
could  only  lay  politics  aside  and  get  on  with  it. 
On  the  other  hand,  perhaps  it  is  just  as  well,  as 
they  would  likely  only  screw  them  up.  too. 
Everybody  has  difficulty  seeing  past  AIDS  right 
now;  it  does  cast  a long,  dark  shadow,  but  there 
are  other  problems  that  are  at  least  as  serious, 
which  in  our  preoccupation  we  need  to  not  lose 
sight  of. 

We  have  in  the  Journal  this  month  a study  of 
suicides  in  East  Tennessee,  which  shows  an  in- 
crease among  adolescents,  contradicting  conven- 
tional wisdom  that  suicide,  and  especially  adoles- 
cent suicide,  is  low  in  rural  areas,  and  particularly 
in  southern  rural  areas.  It  isn't.  In  a White  Paper 
on  Adolescent  Health,  the  AM  A notes  that  5.000 
young  people  under  19  commit  suicide  each  year, 
and  50,000  attempt  it;  both  morbidity  and  mor- 
tality for  adolescents  on  all  counts  is  11%  higher 
today  than  20  years  ago.  Though  suicide  is  a fac- 
tor, it  is  only  one;  it  ranked  fourth  as  a problem 
among  Tennessee  teenagers  in  a survey  conduct- 
ed by  the  TMA  Auxiliary  (TMAA).  The  others 
in  order  of  priority  were  alcohol,  other  drugs, 
teen  pregnancy,  and  depression. 

The  same  white  paper  notes  that  two-thirds  of 
American  youth  have  used  an  illicit  drug  by  the 
time  they  finish  high  school,  and  one  in  five 
smokes  cigarettes  daily;  one  in  16  drinks  alcohol- 
ic beverages  daily,  and  41%  report  having  con- 
sumed five  or  more  drinks  at  least  once.  Eighty 
percent  of  deaths  in  the  15-  to  19-year  age  group 
are  caused  by  accidents,  and  this  same  group  is 
responsible  for  a third  of  all  violent  crimes. 

Six  hundred  thousand  teenage  girls  and  half 
that  many  boys  work  as  prostitutes;  their  average 
age  is  15.  The  highest  rate  of  many  sexually 
transmitted  diseases  occurs  in  sexually  active 
teenagers,  and  health  professionals  believe  they 
will  be  the  next  population  group  to  be  seriously 
affected  by  the  acquired  immune  deficiency  syn- 
drome (AIDS).  Teenage  mothers  account  for 


46%  of  births  to  unmarried  women  and  one-third 
of  all  abortions;  maternal  mortality  in  15  year  olds 
is  two  and  a half  times  that  in  women  over  20. 

This  is  a real,  true  horror  story,  which,  along 
with  the  AMA,  our  TMAA  is  trying  to  address. 
The  TMAA  has  taken  this  on  as  a project,  and 
this  March  sponsored  a highly  successful  Teen 
Health  Workshop  at  Memphis  State  University 
involving  478  high  school  students  and  advisors 
from  the  western  region  of  Tennessee,  conduct- 
ed by  concerned,  knowledgeable  professionals.  It 
is  projected  as  an  annual  affair,  and  in  1988 
moves  to  the  University  of  Tennessee  at  Chatta- 
nooga, where  750  participants  are  expected.  In 
sponsoring  this  effort,  your  spouses  are  perform- 
ing a real  service  to  Tennessee’s  youth,  and  re- 
flect credit  on  our  TMA  members. 

I commend  to  your  attention  the  communica- 
tion from  Mrs.  Gayanne  Burns,  president  of 
TMAA,  carried  elsewhere  in  the  Journal,  in 
which  she  reports  on  the  Auxiliary's  activities. 
Sadly,  and  inexplicably,  membership  in  the  Aux- 
iliary is  declining.  Perhaps  it  is  because  of  a per- 
ception that  the  Auxiliary  does  nothing  more  sig- 
nificant than  making  putty  knives.  I assure  you 
there  is  more.  I urge  you  to  urge  your  spouse  to 
add  her  (or  his,  as  appropriate)  efforts  to  the  ef- 
forts of  all  those  others  who  among  other  things 
are  working  toward  bettering  the  health  of  our 
future  citizens.  Nothing  is  more  important  than 
that. 

J.B.T. 


Drug  Abuse 

To  the  Editor: 

For  some  time  we  have  been  involved  in  drug  and 
alcohol  abuse  in  the  Memphis  area,  and  one  area  in 
particular  continues  to  be  a problem.  The  combination 
of  “T’s  and  Blues”  has  continued  despite  its  decreased 
significance  with  the  advent  of  cocaine.  It  would  seem 
to  me  that  one  reasonable  way  to  eliminate  this  prob- 
lem altogether  would  be  to  cease  production  of  either 
of  the  two  drugs  involved,  or  make  them  unusable  for 
this  type  of  drug  abuse.  Pentazocine  (Talwin)  is  now 
marketed  in  the  United  States  as  Talwin-NX  and  con- 
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tains  Narcan  which  should  greatly  reduce  the  street 
value  of  this  as  an  abused  drug.  Unfortunately,  it  seems 
that  the  NX  product  is  not  approved  in  Canada,  and 
Talwin  is  still  available  in  its  original  form  in  that 
country.  Since  Talwin  seems  to  be  a good  pain  reliev- 
er, and  seems  to  have  considerable  use  for  that  prob- 
lem, perhaps  we  should  consider  the  other  compo- 
nent— tripelennamine  (Pyribenzamine),  or  as  it  is  better 
known,  PBZ.  I have  asked  many  physicians  in  the 
Memphis  area,  including  some  of  my  colleagues  who 
have  been  practicing  for  considerably  more  years  than 
I,  if  they  have  ever  written  a prescription  for  Pyriben- 
zamine. Most  physicians  will  answer  the  question 
about  the  drug  with  another  question — “What  is  Pyr- 
ibenzamine?” In  fact,  many  of  the  drug  addicts  in  this 
area  oftentimes  will  not  buy  a “set  of  T’s  and  Blues” 
unless  the  drug  has  the  Geigy  label  on  it.  It’s  interest- 
ing that  they  sometimes  mispronounce  the  name  as 
“Gag-it,”  but  the  presence  of  the  label  is  still  quite 
important  to  the  addict. 

Since  there  seems  to  be  very  little  use  for  it  as  an 
antihistamine  in  this  region  of  the  country,  could  we 
perhaps  ask  our  colleagues  throughout  the  state,  both 
in  medicine  and  pharmacy,  to  consider  what  might  be 
an  appropriate  usage  for  the  drug?  If  each  of  us  were, 
for  instance,  to  discuss  the  problem  with  our  own  Gei- 
gy Pharmaceutical  representative  (detail  person),  per- 
haps the  company  would  consider  removing  the  prod- 
uct from  the  market,  or  certainly  curtailing  its 
availability. 

Although  the  forces  of  the  marketplace  certainly 
should  determine  to  some  extent  the  availability  of  any 
prescription  medication,  perhaps  some  additional  con- 
sideration should  be  given  to  these  products  to  elimi- 
nate, or  curtail,  their  abuse.  Could  I ask  your  help,  or 
your  response  to  the  problem? 

Robert  D.  Kirkpatrick,  M.D. 

210  Jackson  Ave.  #503 

Memphis,  TN  38105 


Jesse  E.  Adams,  Jr.,  age  61.  Died  September  3,  1987. 
Graduate  of  Harvard  Medical  School.  Member  of 
Chattanooga-Hamilton  County  Medical  Society. 

Gerald  M.  Halprin,  age  50.  Died  August  27,  1987. 
Graduate  of  Wayne  State  University  College  of  Med- 
icine. Member  of  Nashville  Academy  of  Medicine. 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Twenty-five  TMA  members  qualified  for  the 
AMA  Physician’s  Recognition  Award  during 
August  1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Harry  Baer,  M.D.,  Nashville 
James  B.  Bell,  M.D.,  Seymour 
Marian  L.  Bertotti,  M.D.,  Johnson  City 
John  W.  Brock,  HI,  M.D.,  Nashville 
Lloyd  R.  Broomes,  M.D.,  Murfreesboro 
Susan  H.  Bryant,  M.D.,  Nashville 
Benjamin  F.  Byrd,  M.D.,  Nashville 
Frederick  J.  Chapin,  M.D.,  Cookeville 
Robert  T.  Doster,  Jr.,  M.D.,  Nashville 
Deborah  R.  Doyle,  M.D.,  Nashville 
Roy  C.  Ezell,  M.D.,  Nashville 
Jeffrey  C.  Fosnes,  M.D.,  Centerville 
George  J.  Grasel,  M.D.,  Union  City 
Saul  A.  Juliao,  M.D.,  Nashville 
Phillip  R.  Langsdon,  M.D.,  Memphis 
Raymond  F.  Mayer,  M.D.,  Memphis 
Douglas  P.  Mitchell,  M.D. , Nashville 
V.  Tapper  Morehead,  M.D.,  Nashville 
William  W.  Potter,  III,  M.D.,  Morristown 
Carolyn  C.  Price,  M.D.,  Memphis 
Norman  S.  Propper,  M.D.,  Kingsport 
Burton  M.  Rudolph,  M.D.,  Knoxville 
Jack  C.  Sanford,  Jr.,  M.D.,  Memphis 
S.  Steve  Snow,  M.D.,  Nashville 
Brent  A.  Soper,  M.D.,  Madison 


new  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 


William  J.  Sheridan,  age  87.  Died  August  20,  1987. 
Graduate  of  University  of  Michigan  Medical  School. 
Member  of  Chattanooga-Hamilton  County  Medical 
Society. 

Willard  O.  Tirrill,  Jr.,  age  82.  Died  September  22, 
1987.  Graduate  of  Vanderbilt  University  School  of 
Medicine.  Member  of  Nashville  Academy  of  Medi- 
cine. 


CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

James  E.  Abell,  M.D.,  Chattanooga 
Richard  G.  Alvarez,  M.D.,  Chattanooga 
Swarna  K.  Bareddy,  M.D.,  Chattanooga 
Valerie  A.  Boaz,  M.D.,  Chattanooga 
Luther  E.  Chandler,  M.D.,  Hixson 
Gussie  E.  Hawkins,  M.D.,  Chattanooga 
William  M.  Kittle,  III,  M.D. , Chattanooga 
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Jack  B.  McCallie,  M.D.,  Chattanooga 
Jeffry  B.  Potash,  M.D.,  Chattanooga 
Walter  B.  Rose,  M.D.,  Chattanooga 
Larry  A.  Sargent,  M.D.,  Chattanooga 
Ralph  A.  Sellers,  II,  M.D.,  Chattanooga 
Vinay  Vermani,  M.D.,  Chattanooga 
Christopher  R.  Yetter,  M.D.,  Chattanooga 

CONSOLIDATED  MEDICAL  ASSEMBLY 
OF  WEST  TENNESSEE 

William  H.  Woods,  Jr.,  M.D.,  Jackson 

DICKSON  COUNTY  MEDICAL  SOCIETY 

Rolland  Luplow,  M.D.,  Dickson 

KNOXVILLE  ACADEMY  OF  MEDICINE 

Larry  C.  Brakebill,  M.D.,  Knoxville 
Sarkis  J.  Chobanian,  M.D.,  Knoxville 
Deborah  J.  Christiansen,  M.D.,  Knoxville 
J.  William  Earnhardt,  M.D.,  Knoxville 
Aseed  Etezadi-Amoli,  M.D.,  Knoxville 
Randal  O.  Graham,  M.D.,  Knoxville 
Joseph  L.  Thompson,  III,  M.D.,  Knoxville 
Stephen  G.  Wilson,  Jr.,  M.D.,  Knoxville 

LAKEWAY  MEDICAL  SOCIETY 

C.  Cole  Anderson,  M.D.,  Morristown 

MEMPHIS-SHELBY  COUNTY 
MEDICAL  SOCIETY 

Michael  Batson  Brady,  M.D.,  Memphis 
James  Lee  Ellis,  Jr.,  M.D.,  Memphis 
Phillip  Edward  Green,  M.D.,  Memphis 
Thomas  Arthur  Hughes,  M.D.,  Memphis 
Leslie  R.  McGowan,  M.D.,  Memphis 
John  Pervis  Milnor,  III,  M.D.,  Memphis 
Michael  Scott  Muhlbauer,  M.D.,  Memphis 
Carol  Ann  Phillips,  M.D.,  Memphis 
Robert  Allen  Price,  M.D.,  Memphis 
Douglas  Lynn  Rose,  M.D.,  Memphis 
Hanson  Philip  Sachs,  M.D.,  Memphis 
David  Dale  Sloas,  M.D.,  Memphis 
Tolan  Hoang  Vu,  M.D.,  Germantown 

NASHVILLE  ACADEMY  OF  MEDICINE 

John  Roger  Clark,  M.D.,  Brentwood 
David  Nando  Jones,  M.D.,  Nashville 
Edwin  Jacob  Lilly,  M.D,  Nashville 
Larry  M.  Mitchell,  M.D.,  Nashville 


Loren  Douglas  Nelson,  M.D.,  Nashville 
William  Faxon  Payne,  M.D.,  Nashville 
Lawrence  Warren  Travis,  M.D. , Nashville 

SUMNER  COUNTY  MEDICAL  SOCIETY 

John  G.  Bartek,  M.D.,  Gallatin 
Robert  T.  Mitchell,  M.D.,  Gallatin 

WILLIAMSON  COUNTY  MEDICAL  SOCIETY 

Thomas  Augustus  Jantz,  M.D.,  Franklin 


pcr/onal  new/ 


John  W.  Johnson,  M.D.,  Memphis,  has  been  certified 
as  a diplomate  of  the  American  Board  of  Anesthesiol- 
ogy. 

John  W.  Zirkle,  M.D.,  Jefferson  City,  has  been  rec- 
ognized for  Advanced  Achievement  in  Internal  Medi- 
cine. The  A AIM  examination  is  a new  voluntary  three- 
module  examination  that  recognizes  “certified  intern- 
ists who,  in  times  of  rapid  change  and  expansion  of 
medical  science,  continue  to  maintain  the  knowledge 
required  to  provide  excellent  care.” 


announcement/ 


CALENDAR  OF  MEETINGS 


Dec.  3-6 
Dec.  3-6 

Dec.  6-9 
Dec.  10-13 

Jan.  10-13 

Jan.  18-24 


NATIONAL 

Eye-Bank  Association  of  America — Boston 
Society  for  Ear.  Nose  and  Throat  Advances 
in  Children — Fairmont  Hotel,  Denver 
American  Epilepsy  Society — Baltimore 
American  Academy  of  Psychoanalysis — 
Scottsdale,  Ariz. 

Inter-American  Society  for  Chemother- 
apy— Clearwater,  Fla. 

Southern  Clinical  Neurological  Society — Fort 
Myers,  Fla. 
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April  13-16,  1988 
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From  the  Auxiliary 


Update  ’87 


The  TMA  Auxiliary  appreciates  the  continued  sup- 
port of  the  TMA,  and  I take  this  opportunity  to  report 
our  activities  and  plans. 

AMA-ERF  remains  of  primary  importance.  We 
believe  Tennessee’s  medical  schools  and  medicine  in 
Tennessee  are  the  winners  when  the  TMAA  leads  the 
nation  in  contributions.  With  the  continued  use  of  the 
Christmas  Sharing  Card  and  smaller  fund-raisers,  we 
are  hoping  for  100%  participation  from  our  counties 
this  year.  Last  year,  we  were  short  only  two. 

During  the  first  week  in  March,  TMA  and  TMAA 
will  sponsor  two  Teen  Health  Workshops — one  in 
Chattanooga  and  one  in  Memphis.  Both  will  deal  with 
the  positive  aspects  of  our  youth  and  be  presented  in 
a very  upbeat  manner.  Chattanooga  has  had  tentative 
acceptances  from  two  major  celebrities  to  participate. 

We  have  added  a statewide  emphasis  on  organ  do- 
nation. Mrs.  Milli  Yium  (Jackson)  will  be  speaking  to 
at  least  five  or  our  county  auxiliaries  across  the  state 
as  the  TMAA’s  representative.  We  are  making  mate- 
rials and  information  available  upon  request. 

This  year,  Tennessee  became  the  first  state  to  ap- 
point a resident/intern  spouse  to  our  board.  Marcy 
Walker  (William  C.)  of  Memphis  is  a dynamic,  very 
intelligent  young  lady  who  is  making  contact  with  each 
of  our  medical  school  deans  in  order  to  give  us  an  in- 
creased opportunity  to  introduce  and  recruit  these 
young  people  to  TMA  Auxiliary. 

Our  fall  board  meeting  will  no  longer  be  just  that. 
We  have  changed  the  name  to  Update  ’87  and  invited 
all  TMAA  members  to  attend.  It  will  be  held  Sept. 
20-21  at  the  Vanderbilt  Plaza  Hotel.  We  have  four 
major  outside  speakers,  whose  topics  include  “Teen 


Suicide,”  “Superwoman  Syndrome,”  “AIDS,”  and 
“Changes  in  Medicine.”  We  will  hold  workshops  for 
county  presidents,  presidents-elect,  treasurers,  and 
AMA-ERF  and  membership  chairmen.  IMPACT- 
AMPAC  will  be  emphasized.  An  “Idea  Fair”  has  been 
organized  for  the  first  time;  the  concept  is  for  counties 
to  share  their  projects  through  individual  displays.  I 
am  excited  about  this  change,  and  look  forward  to  our 
Update  ’87. 

We  will  be  sending  14  county  presidents-elect  to 
Leadership  Confluences  in  Chicago. 

All  of  this  is  on  the  state  level,  and  we  recognize 
that  the  majority  of  our  projects  are  initiated  on  the 
county  level.  Hours  of  commitment  in  our  communi- 
ties are  obvious  only  to  them. 

The  TMA  Auxiliary  has  a major  problem — mem- 
bership! We  have  lost  members  the  last  two  years.  We 
must  put  some  of  our  energy  into  altering  this.  Many 
of  our  leaders  have  attended  membership  workshops 
at  AMAA;  we  have  come  home  with  many  sugges- 
tions, and  will  implement  some  this  year.  The  mem- 
bership chairman  and  I have  prepared  a brochure  that 
will  be  distributed  at  Update  ’87.  Hopefully,  this  tool 
will  assist  county  chairmen  in  encouraging  their  mem- 
bers to  join  TMAA.  We  are  asking  for  “Supporting” 
members  in  addition  to  “Participating”  members  (the 
dues  are  the  same). 

I am  asking  the  members  of  TMA  to  lend  us  a hand; 
please  encourage  your  spouses  to  join  the  Auxiliary 
(an  Auxilian  must  be  the  spouse  of  a TMA  member). 

Gayanne  Burns,  President 
TMA  Auxiliary 


MOVING?  Send  Us  Your  Address 

Please  notify  us  six  weeks  in  advance. 

Old  Address 

Name 

Address 

City/State/Zip 

New  Address 

Add  ress 

City/State/Zip 

Effective  Date  of  New  Address 

Send  to:  TMA,  112  Louise  Ave.,  Nashville,  TN  37203 

I I 
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A Clinical  Opportunity  for 
Smoking  Intervention 


You  can  play  a special  role  in 
reaching  smokers.  Encourag- 
ing parents  not  to  smoke  can 
improve  the  health  of  the  en- 
tire family. 

Ihke  a few  minutes  to  explain 
that  children  of  parents  who 
smoke  are  often  more  prone 
to  respiratory  infections.  Tfell 
them  that  young  children  of 
parents  who  smoke  are  more 
likely  to  become  smokers 
themselves. 


The  minutes  you  spend  can 
make  a difference  now,  and  in 
the  years  ahead. 

For  a free  copy  of  Clinical 
Opportunities  for  Smoking 
Intervention:  A Guide  for  the 
Busy  Physician , complete  the 
form  below. 


Mail  to: 

The  National  Heart,  Lung, 
and  Blood  Institute 
Smoking  Education  Program 
National  Institutes  of  Health 
Building  31,  Room  4A  18 
Department  P-33 
Bethesda,  MD  20892 


Name 


Specialty 


Address 


City 


Minutes  of  the  Tennessee  State 
Board  of  Medical  Examiners  Meeting 

April  14-15,  1987 


Members  Present:  Duane  C.  Budd,  M.D.,  President 
William  W.  Cloud,  M.D., 
Secretary 

Paul  Johnson,  M.D.,  Consultant 
I.  Lee  Arnold,  M.D. 

Phillip  W.  Hayes,  M.D. 

The  meeting  was  called  to  order  at  8:30  am,  April 
14,  1987,  by  Duane  C.  Budd,  M.D.,  president. 

The  minutes  from  the  Dec.  16  and  17,  1986,  meet- 
ing were  approved  as  submitted. 

Applications.  Reciprocity  applications  for  Drs. 
Humberto  Rodriguez,  Kevin  A.  Skinner,  Jerry  B.  Wil- 
liams, Linden  C.  Fernando,  Melinda  Thompson  and  T. 
Allen  Polk  were  unanimously  approved.  The  reciproc- 
ity application  for  Dr.  Robert  S.  Diamant  was  ap- 
proved with  the  stipulation  he  continue  with  TMA's 
Impaired  Physician  Program  for  one  year.  He  may 
come  back  before  the  Board  at  the  end  of  one  year  to 
request  lifting  of  this  restriction.  The  reciprocity  appli- 
cation for  Dr.  Allick  M.  Dube  was  approved  contin- 
gent to  receiving  a letter  of  recommendation  from  the 
chief  of  his  residency  program.  The  reciprocity  appli- 
cation for  Dr.  Nicholas  N.  Dzebolo  was  deferred  until 
criminal  charges  are  cleared  up.  The  reciprocity  appli- 
cation for  Dr.  Jorge  Francheschi-Zambranan  was  de- 
nied because  he  did  not  have  an  ECFMG  certificate. 
The  reciprocity  application  for  Dr.  Timothy  R.  Oesch 
was  approved  pending  submission  to  a psychiatric 
evaluation  with  evaluation  being  satisfactory  to  the 
Secretary  of  the  Board.  The  reciprocity  application  of 
Dr.  Ajay  Sobti  was  tabled  since  he  was  not  present. 
The  reciprocity  application  of  Dr.  Mohammad  Yaseen 
was  approved  pending  receipt  of  a letter  of  recom- 
mendation from  the  chief  of  his  residency  program 
when  he  is  within  four  months  of  completing  his  third 
year  residency,  provided  letter  is  satisfactory  to  the 
Secretary  of  the  Board.  The  reciprocity  application  of 
Dr.  Louis  W.  Delnnocentes  was  deferred  pending  re- 
ceipt of  more  information  concerning  the  malpractice 
suits  filed  against  him. 

The  reinstatement  applications  of  Dr.  Shivender  S. 
Deol  and  Robert  F.  Berson  were  tabled  since  they  were 
not  present.  The  reinstatement  applications  of  Drs. 
Andrew  O.  Jensen  and  Mary  Ward  were  unanimously 
approved. 

The  Respiratory  Care  Rules  were  unanimously  ap- 
proved with  one  amendment. 

Dr.  Phillip  Hayes  volunteered  to  proctor  the  June 
FLEX  examination  all  three  days. 

The  grandfather  clause  for  x-ray  operators  was  dis- 
cussed. Dr.  Budd  will  check  with  former  Board  mem- 
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bers,  Drs.  Burkhart,  Foreman  and  Ingram,  as  to  the 
Board's  intent  concerning  this  subject  when  the  origi- 
nal rules  were  promulgated.  There  is  a difference  of 
opinion  as  to  whether  the  grandfather  clause  covers  all 
x-rays  that  the  operator  had  performed  for  at  least  ten 
years  or  whether  it  only  covers  chest  and/or  extremi- 
ties. 

A letter  from  Humana  Hospital  concerning  notice 
of  Board  actions  against  physicians  being  made  avail- 
able to  the  chief  of  staff  or  executive  director  of  the 
hospital(s)  where  the  physician  has  privileges,  in  a 
timely  manner,  was  presented  to  the  Board.  The 
Board's  decision  was  that  the  minutes  are  made  avail- 
able to  Tennessee  Medical  Association  for  publication 
in  the  TMA  Journal  and  the  hospitals  should  have  these 
journals  available  to  them.  No  further  notification  is 
planned  at  this  time. 

Hearings 

Notice  of  charges  had  been  previously  filed  against 
Dr.  C.  M.  Baylor  (see  Minutes  of  Dec.  16  and  17, 
1986).  Since  no  further  complaints  have  be*en  filed 
against  Dr.  Baylor,  the  Board  unanimously  approved 
the  dismissal  of  charges. 

Dr.  Norman  Saliba  was  charged  with  unprofession- 
al. dishonorable,  or  unethical  conduct:  gross  malprac- 
tice, in  a pattern  of  continued  or  repeated  malpractice, 
ignorance,  negligence  or  incompetence  in  the  course 
of  medical  practice;  habitual  intoxication  or  personal 
misuse  of  any  drugs  or  the  use  of  intoxicating  liquors, 
narcotics,  controlled  substances  or  other  drugs  or 
stimulants  in  such  manner  as  to  adversely  affect  the 
person's  ability  to  practice  medicine;  dispensing,  pre- 
scribing, or  otherwise  distributing  any  controlled  sub- 
stance or  any  other  drug  not  in  the  course  of  profes- 
sional practice,  or  not  in  good  faith  to  relieve  pain  and 
suffering,  or  not  to  cure  an  ailment,  physical  infirmity 
or  disease;  dispensing,  prescribing  or  otherwise  dis- 
tributing to  any  person  a controlled  substance  or  other 
drug  if  such  person  is  addicted  to  the  habit  of  using 
said  controlled  substances  without  making  a bona  fide 
effort  to  cure  the  habit  of  such  patient;  dispensing, 
prescribing,  or  otherwise  distributing  any  controlled 
substance  or  any  other  drug  to  any  person  in  violation 
of  any  law  of  the  State  or  of  the  United  States  of 
America;  and  engaging  in  the  practice  of  medicine 
when  mentally  or  physically  unable  to  safely  do  so. 
The  Board  found  Dr.  Saliba  guilty  of  all  charges  ex- 
cept (1)  gross  malpractice,  or  a pattern  of  continued 
or  repeated  malpractice,  ignorance,  negligence  or 
incompetence  in  the  course  of  medical  practice;  and 
(2)  dispensing,  prescribing  or  otherwise  distributing  to 
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any  person  a controlled  substance  or  other  drug  if  such 
person  is  addicted  to  the  habit  of  using  said  controlled 
substances  without  making  a bona  fide  effort  to  cure 
the  habit  of  such  patient.  The  Board  suspended  Dr. 
Saliba's  license  for  a minimum  of  one  year.  He  is  to 
reinvolve  himself  with  the  TMA  Impaired  Physician 
Program  and  meet  requirements  for  continued  advo- 
cacy of  that  Program.  He  may  come  back  before  the 
Board  at  the  end  of  one  year  to  request  lifting  of  sus- 
pension. 

The  hearing  for  Dr.  Bobby  Watts  was  continued 
from  the  Feb.  3 and  4,  1987  meeting.  The  Board  found 
Dr.  Watts  guilty  of  gross  malpractice,  or  a pattern  of 
continued  or  repeated  malpractice,  ignorance,  negli- 
gence or  incompetence  in  the  course  of  medical  prac- 
tice; dispensing,  prescribing,  or  otherwise  distributing 


any  controlled  substance  or  any  other  drug  not  in  the 
course  of  professional  practice,  or  not  to  cure  an  ail- 
ment. physical  infirmity  or  disease;  and  dispensing, 
prescribing  or  otherwise  distributing  to  any  person  a 
controlled  substance  or  other  drug  if  such  person  is 
addicted  to  the  habit  of  using  controlled  substances 
without  making  a bona  fide  effort  to  cure  the  habit  of 
such  patient.  The  Board  suspended  Dr.  Watts'  license 
for  a minimum  of  six  months  during  which  time  he 
must  attend  certain  continuing  education  courses  as 
specified  by  the  Board  in  order  to  update  his  educa- 
tion and  to  train  him  in  certain  drug  usage  and  the 
potential  of  addiction.  Dr.  Watts  is  also  required  to 
surrender  his  DEA  license  indefinitely. 

There  being  no  further  business,  the  meeting  was 
adjourned  at  4:00  pm.  A ^ 


rM  BAA 

nun  niwn 


A SPECIAL 
PRACTICE 
FOR  SPECIALISTS. 


If  you're  a Surgeon  or  OB/GYN  or  Other  Medical  Specialist, 

the  Air  Force  may  have  a special  practice  for  you.  What 
makes  it  special?  You'll  enjoy  an  excellent  pay  and  benefits 
package.  There'll  be  more  time  to  spend  with  your  family. 
You'll  receive  30  days  of  vacation  with  pay  each  year,  And 
you  will  work  with  modern  equipment  and  some  of  the  most 
highly  trained  professionals  in  the  world,  serving  your  country 
and  your  patients.  Now  that's  special!  Find  out  just  how 
special  your  practice  can  be.  Call 


Capt  Al  Chiles 
(615)  320-5059  Collect 
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continuing  medical 

III  In education  opportunity/ 


The  continuing  medical  education  accreditation  program  of 
the  TMA  has  full  approval  by  the  Accreditation  Council  for 
Continuing  Medical  Education.  An  accredited  institution  or 
organization  may  designate  for  Category  I credit  toward  the 
AMA  Physician's  Recognition  Award  those  CME  activities  that 
meet  appropriate  guidelines.  If  you  wish  information  as  to  how 
your  hospital  may  receive  accreditation,  write:  Director  of 
Continuing  Medical  Education,  Tennessee  Medical  Associa- 
tion, 112  Louise  Ave.,  Nashville,  TN  37203. 

IMPORTANT  NOTICE 

Published  in  this  section  are  all  educational  opportunities  which  come  to 
our  attention  which  might  be  of  interest  to  our  membership.  As  some  of 
these  are  very  long,  full  year  schedules,  and  others  are  detailed  descrip- 
tions of  courses,  in  order  to  conserve  space,  most  of  them  will  be  pub- 
lished in  only  one  issue  of  the  Journal. 


IN  TENNESSEE 


VANDERBILT  UNIVERSITY 
Clinical  Training  Program 

Opportunities  for  advanced  clinical  education  for  physi- 
cians in  various  subspecialties  have  been  developed  by  the 
School  of  Medicine  and  the  Division  of  Continuing  Educa- 
tion of  Vanderbilt  University.  The  practicing  physician,  with 
the  guidance  of  the  faculty  from  the  participating  depart- 
ment, can  plan  an  individualized  program  of  one  to  four  weeks 
to  meet  recognized  needs  and  interests.  The  experience  may 
include  contact  with  patients;  interaction  with  clinical  and  full- 
time faculty,  housestaff,  and  fellows;  participation  in  clinical 
rounds  and  diagnostic  procedures.  There  is  access  to  the 
Medical  Center  Library  with  excellent  resources.  Experience 
in  more  than  one  discipline  may  be  included  if  time  permits. 

Eligibility:  Licensed  physicians  in  active  practice  are  eligible 
to  apply.  Credit:  AMA  Physician’s  Recognition  Award  (Cat- 
egory 1)  and/or  AAFP  Continuing  Education  Accreditation. 
Application:  For  information  and  an  application  contact  Mar- 
ilyn D’Asaro,  Division  of  Continuing  Medical  Education, 
Vanderbilt  University  School  of  Medicine,  CCC-5326  MCN, 
Nashville,  TN  37232,  Tel.  (615)  322-4030. 


Continuing  Education  Schedule 


Dec.  3-5 
Dec.  4-5 

Dec.  5-6 
Jan.  30-Feb.  5 

Feb.  13-19 

Feb.  13-19 

March  5 
March  12-19 

March  17-18 

March  28-29 

April  22-23 


Lasers  in  Otolaryngology — Head  and  Neck 
Surgery 

High  Risk  Obstetrics  Seminar  and  the  Ev- 
erett M.  Clayton-John  Zelenik  Memorial 
Lecture 

Annual  Update  in  Anesthesiology 
Advances  in  Medicine — Snowmass  Village, 
Colo. 

Advances  in  Infertility  and  Reproductive 
Endocrinology — Snowmass  Village,  Colo. 
Practical  Aspects  of  Diagnostic  Radiology/ 
Medical  Imaging — Snowmass  Village,  Colo. 
Early  Intervention  in  Acute  MI 
The  Spine:  Current  Concepts — Maui,  Ha- 
waii 

6th  Annual  Tennessee  Conference  on  Peri- 
natal and  Neonatal  Care 
Tissue-Integrated  Prostheses:  Aspects  of  the 
Prosthodontic  Part 

Annual  Barney  Brooks  Lecture  and  the  H. 


May  6-15 

May  17-22 
May  27-28 
June  9-10 
June  15-19 

July  18-22 


William  Scott  Society 

Diving  Medicine  1988:  Medicine  in  the 
Aquatic  Environment — Fiji 
5th  Annual  Family  Medicine  Review 
11th  Annual  Sonography  Symposium 
2nd  Annual  Neonatology  Conference 
Contemporary  Medical  Imaging  V — Destin, 
Fla. 

11th  Annual  Contemporary  Clinical  Neurol- 
ogy— Hilton  Head  Island,  S.C. 


For  information  contact  Division  of  Continuing  Medical 
Education,  Vanderbilt  University  School  of  Medicine,  CCC- 
5326  MCN,  Nashville,  TN  37232,  Tel.  (615)  322-4030. 


MEHARRY  MEDICAL  COLLEGE 
Extended  Continuing  Education  Program 

Arrangements  have  been  made  with  the  following  services 
and  departments  in  the  medical  school  to  allow  practicing 
physicians  to  participate  in  that  service’s  activities  for  a peri- 
od of  one  day  to  one  week.  This  program  provides  an  oppor- 
tunity for  physicians  to  study  in  depth  for  a specified  period. 
The  schedule  of  activities  is  individualized  in  response  to  the 
physician’s  request  by  the  participating  department.  The  ex- 
perience includes  conferences,  ward  rounds,  audiovisual  ma- 
terials and  contact  with  patients,  residents,  and  faculty. 

Fee:  $75  per  day  or  $275  per  five  day  week  of  educational 
experience  including  lunch  and  parking  at  Meharry  Medical 
College.  Credit:  AMA  Category  1 of  the  Physician’s  Recog- 
nition Award,  AAFP,  American  Academy  of  Family  Physi- 
cians and  Continuing  Education  Units  from  Meharry  Medical 
College.  Application:  For  information  contact  Dr.  Henry  A. 
Moses,  Ph.D.,  Director  of  Continuing  Education,  Meharry 
Medical  College,  1005  D.B.  Todd  Boulevard,  Nashville,  TN 
37208,  Tel.  (615)  327-6235. 

Continuing  Education  Schedule 

Jan.  12-15  The  Scientific  and  Clinical  Basis  of  Bio- 
therapy in  Malignant  Diseases — Franklin, 
Tenn.  Credit:  28  hours  AMA  Category  1. 
Fee:  $500. 

For  information  contact  Rosalie  Avent,  Biological  Ther- 
apy Institute,  Hospital  Drive,  Franklin,  TN  37064,  Tel.  (615) 
790-7535. 


UNIVERSITY  OF  TENNESSEE 


Continuing  Education  Schedule 


Memphis 


Jan.  30-Feb.  6 
Feb.  17-20 
Feb.  27-28 
March  19-25 

April  7-9 
June  12-19 


Medicine  Review  ’88 
Surgical  Treatment  of  Obesity 
Radiology 

21st  Annual  Review  Course  for  the  Family 
Physician 

Critical  Care  Symposium — Hot  Springs,  Ark. 
Medical  Issues  in  Cardiovascular,  Metabol- 
ic, and  Infectious  Disease — Lake  Buena 
Vista,  Fla. 
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Isolated  Perforation  of  the 
Gallbladder  Following 
Blunt  Abdominal  Trauma 

WILLIAM  A.  WALKER.  M.D.  and  WILLIAM  L.  RUSSELL,  M.D. 


Introduction 

Injuries  of  the  gallbladder  due  to  blunt  ab- 
dominal trauma  are  rare  results  of  a direct  blow 
to  the  upper  abdomen  or  shearing  forces  in  ac- 
celeration-deceleration injuries.  Significant  pro- 
tection of  the  gallbladder  is  provided  by  its  usual 
recessed  location,  partially  embedded  as  it  is  in 
the  liver,  surrounded  by  the  bony  rib  cage,  and 
cushioned  by  adjacent  viscera.  This  protective 
“shield”  does  not  render  the  gallbladder  immune 
to  injury  in  blunt  trauma,  however,  though  the 
incidence  of  injury  is  difficult  to  accurately  as- 
sess. In  a large  series  of  5,670  patients  reported 
by  Penn1  in  1962,  including  both  penetrating  and 
nonpenetrating  abdominal  trauma,  the  incidence 
of  injury  to  the  gallbladder  was  2%.  Only  8%  to 
10%  of  these  injuries  were  due  to  blunt  trauma. 
In  a more  recent  series  by  Soderstrom  et  al2  in 
1980,  of  1,449  patients  sustaining  blunt  abdomi- 
nal trauma,  31  patients  were  found  to  have  trau- 
ma to  the  gallbladder,  for  an  incidence  of  2.1%. 
In  contrast  to  earlier  reports,  in  which  wagon 
wheel  injuries,  kicks,  and  falls  were  the  most 


From  the  Department  of  Surgery,  University  of  Tennessee  Col- 
lege of  Medicine.  Chattanooga. 

Reprint  requests  to  Department  of  Surgery.  University  of  Tennes- 
see College  of  Medicine.  921  E.  Third  St..  Suite  400.  Chattanooga. 
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common  factors  implicated  in  blunt  gallbladder 
injuries,  motor  vehicular  accidents  are  now  one 
of  the  primary  causes  of  such  injuries.2'6 

Injuries  to  other  abdominal  organs  in  associa- 
tion with  gallbladder  injuries  are  the  general  rule, 
isolated  gallbladder  injuries  constituting  only  a 
small  fraction  of  all  gallbladder  injuries  proper.2 
Rupture  or  perforation  of  the  gallbladder  is  part 
of  a spectrum  of  injuries  seen  with  blunt  trauma, 
which  also  includes  contusion,  avulsion,  and 
traumatic  cholecystitis. 

The  comprehensive  review  of  the  literature  re- 
garding isolated  traumatic  rupture  of  the  gall- 
bladder by  Spigos  et  al3  in  1981  documented  162 
cases  of  traumatic  isolated  rupture  of  the  gall- 
bladder with  personal  experience  of  three  cases. 
A review  of  the  literature  since  1981  documented 
an  additional  14  cases  of  isolated  perforation  of 
the  gallbladder  for  a total  of  176  cases. 2-7'15 

This  paper  describes  a case  of  isolated  gall- 
bladder perforation,  and  reviews  the  clinical 
symptoms  and  treatment,  with  special  emphasis 
on  newer  roentgenographic  imaging  techniques  as 
aids  in  the  early  diagnosis  of  these  injuries. 

Case  Report 

After  a 26-year-old  intoxicated  man  received  multiple  di- 
rect blows  to  the  upper  abdomen  in  an  altercation,  he  com- 
plained of  diffuse  upper  abdominal  pain  without  nausea  or 
vomiting.  Examination  showed  a slight  tachycardia  and  mild 
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tenderness  to  palpation  in  the  upper  abdomen  with  voluntary 
guarding.  Laboratory  data  included  a serum  amylase  of  92  U/ 
L (normal  22  to  85)  and  a WBC  count  of  16,700/cu  mm,  with 
47%  segmented  neutrophils  and  no  bands.  A diagnosis  of  ab- 
dominal wall  contusion  was  made,  and  the  patient  was  dis- 
charged to  jail.  He  returned  to  the  emergency  department 
four  hours  later  complaining  of  increased  abdominal  pain  lo- 
calized to  the  upper  abdomen,  and  accompanied  by  nausea 
and  bilious  vomiting.  Abdominal  examination  showed  dimin- 
ished bowel  sounds  and  marked  tenderness  to  light  palpation 
over  the  upper  abdomen,  with  marked  voluntary  guarding 
but  no  rebound  tenderness  or  rigidity.  Repeat  laboratory  re- 
sults demonstrated  a rise  of  the  WBC  count  to  25,000/cu  mm, 
with  10%  bands,  and  a serum  amylase  of  89  U/L.  His  hema- 
tocrit, liver  function  studies,  and  bilirubin  were  all  normal. 
Urinalysis  was  positive  for  occult  blood.  X-rays  of  the  chest 
and  abdomen  showed  no  free  air  or  other  pathology.  After 
intravenous  fluids  and  nasogastric  suction  were  initiated,  the 
patient  was  admitted  to  the  intensive  care  unit  for  observa- 
tion. Emergency  CT  scan  of  the  abdomen  demonstrated  a 
normal  liver,  spleen,  and  pancreas,  but  there  was  an  in- 
creased density  within  the  gallbladder,  believed  most  likely 
to  represent  stone  formation,  and  an  atrophic  left  kidney. 
Sonography  confirmed  echogenic  material  with  the  appear- 
ance of  sludge  in  the  gallbladder,  most  likely  with  stones  (Fig. 
1).  Bilateral  hydronephrosis  was  also  noted,  due  to  chronic 
bilateral  ureterovesical  obstruction  demonstrated  later  by  in- 
travenous pyelography. 

The  patient’s  clinical  appearance  improved  over  the  next 
24  hours,  with  near  complete  resolution  of  his  abdominal  pain. 
His  hematocrit  remained  stable  and  serum  amylase  remained 
in  the  normal  range.  Nasogastric  suction  was  discontinued  and 
he  was  started  on  a liquid  diet.  On  his  third  hospital  day  he 
was  discharged  home  with  a follow-up  appointment  for  fur- 
ther evaluation  of  his  renal  findings.  At  the  time  of  discharge 
he  was  on  a regular  diet  and  ambulatory  without  difficulty, 
but  still  complaining  of  very  mild,  intermittent  epigastric  and 
right  hypochondrial  pain. 

On  follow-up  two  weeks  later,  the  patient  related  having 
had  constant  right  upper  quadrant  and  right  flank  pain  since 
discharge  that  intensified  with  meals  and  occasionally  was  as- 
sociated with  postprandial  nausea  and  vomiting.  The  pain  had 
become  acutely  worse  several  hours  before  his  clinic  visit, 
with  near  syncope.  He  denied  urinary  symptoms  or  change  in 
his  bowel  habits,  and  had  had  no  symptoms  consistent  with 
chronic  cholecystitis.  Examination  showed  an  acutely  dis- 
tressed individual  with  splinting  of  his  entire  right  side  and 
inability  to  find  a position  of  comfort.  He  was  mildly  tachy- 
cardic  and  diaphoretic.  Examination  of  the  abdomen  re- 
vealed intense  tenderness  in  the  right  hypochondrium  and 
flank  area,  with  right  costovertebral  tenderness  and  marked 
voluntary  guarding  without  rebound  tenderness.  Laboratory 
data  showed  a WBC  count  of  16,600/cu  mm  with  a moderate 
left  shift.  His  hematocrit  had  dropped  to  36%.  Alkaline 
phosphatase  was  slightly  elevated  but  the  serum  amylase  re- 
mained normal.  An  emergency  intravenous  pyelogram  to  ex- 
clude an  occult  vascular  insult  to  the  right  kidney  was  un- 
changed from  the  previous  study  two  weeks  earlier. 

Because  of  the  presence  of  gallstones  found  during  the 
previous  workup,  a tentative  diagnosis  of  acute  cholecystitis 
was  made  and  the  patient  was  admitted  to  the  hospital  and 
placed  on  intravenous  fluids,  nasogastric  suction,  and  broad 
spectrum  antibiotics.  An  emergency  HIDA  technetium  99  scan 
clearly  demonstrated  extravasation  of  the  radiopharmaceuti- 
cal into  the  right  paracolic  gutter  ten  minutes  after  injection, 
consistent  with  perforation  of  the  gallbladder  (Fig.  2).  Ex- 
ploratory laparotomy  revealed  a large  hematoma  overlying 
the  right  lobe  of  the  liver  extending  into  the  right  colic  gutter 
and  the  infrahepatic  space  surrounding  the  gallbladder;  the 
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omentum  had  walled  off  the  right  upper  quadrant  from  the 
remainder  of  the  peritoneal  cavity.  There  was  bile  staining  of 
the  entire  abdomen,  most  readily  apparent  in  the  hepato- 
duodenal ligament,  the  omentum,  and  the  mesentery  of  the 
colon  at  the  hepatic  flexure.  No  active  bile  leak  or  bleeding 
was  identified.  After  evacuating  the  hematoma,  a 1-cm  per- 
foration of  the  gallbladder  was  identified  along  the  posterior 
lateral  border  of  the  infundibulum  proximal  to  the  junction 
of  the  cystic  duct.  There  was  clot  in  the  gallbladder,  but  no 
stones  were  found. 

A cholecystectomy  was  performed,  and  a cholangiogram 
was  normal;  the  infrahepatic  and  subdiaphragmatic  spaces 
were  drained.  Histologically  the  cystic  duct  showed  some  signs 
of  fibrosis  and  stenosis,  and  there  was  acute  and  chronic  in- 
flammation in  the  wall  of  the  gallbladder  with  acute  hemor- 
rhage at  the  site  of  perforation.  The  patient  recovered  with- 
out complication  and  was  discharged  on  the  tenth 
postoperative  day  for  outpatient  follow-up.  In  retrospect,  the 
density  seen  in  the  gallbladder  on  CT  scan  during  his  initial 
workup  had  the  same  attenuation  coefficient  of  fresh  blood. 

Discussion 

Blunt  injuries  to  the  gallbladder  were  classi- 
fied by  Penn  into  four  major  groups:  contusion, 
laceration,  avulsion,  and  traumatic  cholecystitis.1 
Gallbladder  contusions  are  more  often  concealed 
than  revealed,  and  are  often  found  only  when 
concomitant  injuries  necessitate  an  abdominal 


Figure  1.  Sonogram  of  gallbladder  demonstrating  echogenic  material 
with  acoustic  shadowing. 
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exploration.2  In  Soderstrom’s  experience.  65%  of 
the  blunt  gallbladder  injuries  seen  in  a six-year 
period  were  contusions.2  None  of  these  were  sus- 
pected preoperatively  and  all  were  associated  with 
injuries  to  other  abdominal  organs. 

The  natural  course  of  a gallbladder  contusion 
remains  unknown.  Focal  bruising  probably  re- 
solves without  significant  clinical  sequelae.  More 
severe  bruising  may  go  on  to  heal,  but  no  doubt 
can  progress  from  echvmosis  to  necrosis.16  It  is 
conceivable  that  patients  reported  to  have  “de- 
layed rupture”  of  the  gallbladder  following  trau- 
ma may  have  had  an  unrecognized  contusion  that 
progressed  to  necrosis  and  rupture.  Delayed  rup- 
tures may  also  represent  lacerations  that  are  rap- 
idly sealed  off  by  the  omentum  with  subsequent 
loss  of  the  integrity  of  the  omental  plug  and  de- 
layed symptoms  of  rupture.  Lacerations,  or 
“traumatic  perforations/ruptures”  are  the  most 
frequently  reported  injury  of  the  gallbladder  due 
to  blunt  trauma.  Lacerations  vary  in  size  from 
very  small  ones  to  those  encompassing  large  areas 
of  the  gallbladder,  with  a linear  or  stellate  con- 
figuration, and  most  commonly  involve  the  fun- 
dus.3-516 Avulsions  are  the  second  most  frequent- 
ly reported  injury  to  the  gallbladder  in  blunt 
trauma,  and  may  be  either  partial  or  complete. 


Figure  2.  HIDA  scan  with  collection  of  radioisotope  in  the  right  para- 
colic gutter  and  pelvis. 


the  latter  frequently  referred  to  as  “traumatic 
cholecystectomy.”17  The  precipitating  event  lead- 
ing to  “traumatic  cholecystitis”  is  hemorrhage  into 
the  gallbladder  lumen,  either  from  direct,  often 
occult,  injury  to  the  gallbladder  or  from  hemo- 
bilia  following  liver  injury.18-19  Occlusion  of  the 
cystic  duct  by  clot  precipitates  an  attack  of  acute 
cholecystitis. 

Historically,  a wagon  wheel  or  an  assailant's 
foot  was  the  most  frequent  offender  in  blunt  gall- 
bladder injuries,1-20  but  more  recent  reports  im- 
plicate motor  vehicular  accidents  with  rapid 
deceleration  and  impalement  on  the  steering  col- 
umn, or  shearing  forces  generated  by  rapid  ac- 
celeration-deceleration, as  the  leading  cause  of 
such  injuries.2-3-5 

The  mechanism  of  gallbladder  perforation  is  a 
forceful,  direct  blow  to  the  upper  abdomen  where 
a direct  external  linear  force  applied  to  a filled 
gallbladder  is  converted  to  intraluminal  hydraulic 
pressure.  When  the  rate  of  generation  of  the  hy- 
draulic pressure  exceeds  the  rate  of  dissipation  of 
pressure  by  any  ductal  egress  of  bile,  the  tensile 
strength  of  the  gallbladder  wall  may  be  exceed- 
ed, and  rupture  can  occur.21  The  ability  of  the 
gallbladder  to  withstand  a rise  in  intraluminal 
pressure  and  increased  wall  tension  is  partially 
conditional  on  the  existing  volume  to  potential 
volume  capacity  of  the  gallbladder;  thus,  the  more 
distended  the  gallbladder  the  greater  the  likeli- 
hood of  rupture.  According  to  LaPlace's  law,  the 
fundus  should  be  and  is  the  most  frequent  site  of 
perforation  ,3-5-15-16-22-24 

There  are  three  predisposing  factors  to  rup- 
ture of  the  gallbladder  from  blunt  trauma.  First, 
the  normal,  thin-walled  gallbladder  is  believed  to 
be  at  greater  risk  than  the  diseased  gallbladder 
with  a fibrotic  and  thickened  wall.16  Secondly,  the 
distended  gallbladder  in  the  interdigestive  stage 
is  more  at  risk  than  a contracted,  nearly  empty 
gallbladder  in  the  digestive  stage.16  The  third  fac- 
tor involved  is  ethanol  ingestion.  Ethanol  plays  a 
major  role  in  blunt  rupture  of  the  gallbladder  for 
several  reasons:  ethanol  in  the  stomach  increases 
the  output  of  secretin  and  gastrin,  both  of  which 
increase  the  flow  of  bile25;  ethanol  increases  the 
tone  of  the  sphincter  of  Oddi,  with  distension  of 
the  gallbladder  and  decreasing  the  ability  of  the 
bile  ducts  to  serve  as  a vent  for  increasing  pres- 
sures within  the  gallbladder26;  ethanol  causes  ab- 
dominal wall  relaxation,  removing  an  important 
protective  mechanism.3 

Shearing  forces  are  probably  the  major  factor 
in  avulsion  injuries  of  the  gallbladder.2  The  dif- 
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ferences  in  mass  between  the  liver  and  gallblad- 
der could  result  in  shearing  forces  between  these 
two  organs  in  acceleration-deceleration  injuries. 
Soderstrom  postulates  that  the  distended  gall- 
bladder is  not  only  more  prone  to  rupture,  but 
also  more  prone  to  avulsion  because  of  its  great- 
er mass  when  filled  with  bile.2 

The  clinical  manifestations  of  blunt  gallblad- 
der injuries  vary  with  the  severity  of  the  injury 
sustained.  Gallbladder  contusions  often  produce 
only  vague  abdominal  discomfort  in  the  epigas- 
trium and  hypochondrium,  often  associated  with 
mild  muscle  spasm  and  occasionally  nausea. 
These  symptoms  are  often  worse  in  the  postpran- 
dial state,  and  gradually  subside  with  healing  of 
the  gallbladder  when  the  contusion  has  been  mild. 
With  a more  severe  contusion  the  symptoms  may 
intensify  as  inflammation  and  gangrenous  changes 
occur,  producing  symptoms  that  are  indistin- 
guishable from  those  associated  with  acute  cho- 
lecystitis. 

Gallbladder  lacerations  or  perforations  pro- 
duce one  of  two  different  clinical  manifestations, 
depending  on  the  degree  of  soilage  of  the  ab- 
dominal cavity  and  the  volume  of  blood  lost  from 
the  gallbladder  wall.  With  massive  hemochole- 
peritoneum,  the  patient  is  in  extremis;  the  flow 
of  bile  is  not  controlled  and  chemical  peritonitis 
ensues,  primarily  due  to  the  toxic  effects  of  bile 
salts  and  the  subsequent  sequestration  of  fluid  in 
the  peritoneal  cavity.  Exsanguination  from  torn 
vessels  in  the  gallbladder  wall  can  occur  in  a short 
time.23 

Conversely,  when  the  laceration  is  small  and 
the  bile  leak  is  minimal,  or  when  the  laceration 
with  attendant  bile  and  blood  flow  is  quickly 
controlled  by  an  omental  “plug,”  a controlled 
choleperitoneum  results,  which  can  produce  a di- 
agnostic dilemma.  The  early  intense  pain  and  mild 
shock  rapidly  regress  with  such  conservative 
measures  as  bowel  rest  and  intravenous  fluids. 
This  quiescent  period,  termed  the  “period  of  il- 
lusion” by  Schecter,  when  the  bile  and  blood  be- 
come pseudoencapsulated  may  last  for  a period 
of  hours  to  weeks.16  The  patient  may  go  on  to 
experience  continued  dull  pain  in  the  upper  ab- 
domen and  flank  area,  often  made  worse  by 
meals  and  accompanied  by  nausea  and  vomiting. 
Anorexia,  emaciation,  hiccups,  pallor,  jaundice, 
pruritis,  fecal  acholia,  and  weight  loss  may  ac- 
company the  persistent  abdominal  pain.  Late 
complications  include  progressive  abdominal  dis- 
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tension  from  an  enlarging  bilious  pseudocyst,  or 
acute  peritonitis  and  shock  from  disruption  of  the 
omental  “wrap.” 

The  diagnosis  of  rupture  of  the  gallbladder 
prior  to  the  development  of  such  late  complica- 
tions is  difficult.  Most  of  these  injuries  are  dis- 
covered at  laparotomy  for  concomitant  injuries, 
or  rarely  when  the  injury  results  in  a massive 
hemocholeperitoneum.  Isolated  injuries  not  ac- 
companied by  peritonitis  from  hemocholeperito- 
neum are  usually  not  diagnosed  until  after  sev- 
eral hours  to  weeks  when  sequelae  to  these 
injuries  develop,  due  mainly  to  the  lack  of  any 
pathognomonic  signs  or  symptoms  and  lack  of 
specific  chemical  abnormalities  in  the  blood. 

Various  diagnostic  modalities  have  been  re- 
ported to  be  useful  for  diagnosing  isolated  blunt 
rupture  of  the  gallbladder.  Paracentesis  with  as- 
piration of  bile  as  practiced  in  the  19th  century 
is  totally  inadequate.  Bile  found  in  the  effluent 
during  diagnostic  peritoneal  lavage  may  be  help- 
ful. While  bile-stained  effluent  would  indicate  in- 
jury to  the  biliary  system,  it  is  not  specific  for 
rupture  of  the  gallbladder,  since  it  may  also  be 
seen  in  liver  and  duodenal  injuries,  both  of  which 
are  more  common  than  gallbladder  rupture  fol- 
lowing blunt  trauma.  Ultrasonic  examination  has 
reportedly  been  useful  in  the  diagnosis  of  such 
injuries,37  with  demonstration  of  an  anechoic 
multiseptate  mass  representing  a pseudocyst  in 
the  right  upper  quadrant,  free  fluid  in  the  sub- 
hepatic  space,  and  low-density  echoes  evenly  dis- 
tributed throughout  the  lumen,  which  suggest 
hemorrhage.3-7  27  Computerized  tomography  may 
also  demonstrate  subhepatic  fluid  collections,  but 
more  importantly  will  demonstrate  dense,  intra- 
luminal material  with  the  same  or  similar  atten- 
uation coeffecient  as  fresh  hemorrhage.7-27  The 
HIDA  technetium  99  scan  can  be  diagnostic  when 
extravasation  of  the  radiopharmaceutical  agent  is 
seen  outside  the  wall  of  the  gallbladder,  and  the 
diagnosis  can  be  inferred  when  the  gallbladder  is 
not  seen  following  trauma  in  a patient  without 
prior  gallbladder  symptoms.7-27 

Retrospectively,  the  diagnosis  of  gallbladder 
injury  should  have  been  made  during  the  first 
hospitalization  of  the  patient  presented  in  this 
paper;  the  CT  scan  clearly  demonstrated  materi- 
al in  the  gallbladder  with  a similar  attenuation 
coefficient  as  fresh  hemorrhage.  Additionally,  the 
ultrasound  studies  documented  low-level  echo- 
genic  “sludge”  in  the  gallbladder  that  should  have 
suggested  clot.  On  his  second  admission  to  the 
hospital,  the  HIDA  scan  clearly  demonstrated  the 
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gallbladder  and  extravasation  of  the  radiophar- 
maceutical agent  outside  the  biliary  tree,  with 
collections  in  the  subhepatic  space  and  in  the  right 
colic  gutter. 

Several  treatment  modalities  have  been  re- 
ported successful  in  the  recent  literature.16-21  The 
treatment  of  choice  continues  to  be  cholecystec- 
tomy; cholecystostomy  and  cholecystorrhaphy 
should  be  employed  only  in  situations  where 
cholecystectomy  cannot  be  performed  safely. 

In  summary,  rupture  of  the  gallbladder  due  to 
blunt  trauma  is  a very  uncommon  injury  that 
presents  a definite  diagnostic  dilemma.  HIDA 
scan  is  a valuable  diagnostic  modality  that  can 
unequivocally  diagnose  these  injuries  preopera- 
tively.  The  treatment  of  choice  remains  cholecys- 
tectomy. /—  ^ 
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All-Terrain  Vehicle  Accidents 
In  Robertson  County , Tennessee 

WALTER  W.  WHEELHOUSE,  M.D.  and  NARSH  D.  BENSON,  II,  C.R.N. 


An  all-terrain  vehicle  (ATV)  is  defined  as  any 
motorized  off-highway  vehicle  50  inches  or  less 
in  width,  having  an  unladen  dry  weight  of  600 
pounds  or  less,  traveling  on  three  or  more  low 
pressure  tires,  and  having  a seat  designed  to  be 
straddled  by  the  operator,  with  handlebars  for 
steering  control.1  Though  the  ATV  was  intro- 
duced in  the  United  States  in  1971  primarily  for 
the  farmer  as  a maneuverable  alternative  to  the 
horse  or  tractor,  now  more  than  90%  of  riders 
use  the  vehicles  for  recreational  purposes.2-3  There 
are  an  estimated  2.3  million  ATVs  in  use  in  the 
United  States,  the  majority  of  them  three-wheel- 
ers.4 The  Consumer  Product  Safety  Commis- 
sion’s most  recent  statistics  show  that  in  1982 
there  were  8,600  ATV  related  injuries,  and  that 
in  1986  there  were  86,400  ATV  related  injuries.5 
The  Consumer  Product  Safety  Commission  also 
reported  that  between  1982  and  1986  there  were 
644  deaths  involving  ATVs,  303  (47%)  of  them 
in  victims  under  age  16,  and  135  (21%)  under 
age  12. 5 

ATV  injuries  and  deaths  have  been  reported 
by  various  authors  with  increasing  frequency  over 
the  past  four  to  five  years.119  Reasons  cited  for 
the  increasing  rates  include  the  following:  inher- 
ent instability  of  the  vehicle,  with  too  high  a cen- 
ter of  gravity,  a solid  rear  axle  and  an  inadequate 
suspension  system,411  lack  of  parental  supervi- 
sion,12 riding  with  passengers,6-13  drinking  alcohol 
while  driving,13-14  riding  on  paved  roads,15-16  driv- 
ing too  fast,17  not  wearing  proper  safety  equip- 
ment (helmets,  boots,  and  protective  cloth- 
ing),7-14 inexperienced  rider, 121517  driver 
inattention,14  riding  at  night,9  and  inappropriate 
advertising.4 


From  the  Emergency  Department,  Jesse  Holman  Jones  Hospital, 
Springfield,  Tenn. 

Presented  as  a scientific  exhibit  at  the  80th  annual  scientific  as- 
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sociation, Hamilton,  Bermuda,  May  20-24,  1987. 

Reprint  requests  to  514  Brown  St.,  Suite  100-200,  Springfield,  TN 
37172  (Dr.  Wheelhouse). 


Jesse  Holman  Jones  Hospital  is  the  only  hos- 
pital located  in  Robertson  County,  Tennessee,  a 
primarily  rural  area  30  miles  north  of  metropoli- 
tan Nashville.  In  the  emergency  room  at  Jesse 
Holman  Jones  Hospital  we  have  seen  an  increas- 
ing number  of  patients  with  injuries  due  to  ATV 
accidents  over  the  past  three  years.  We  under- 
took a review  of  their  cases  in  an  attempt  to  de- 
fine the  problem  and  to  make  recommendations 
for  the  reduction  of  ATV  related  injuries. 

Methods 

Between  March  1984  and  August  1986,  60  pa- 
tients were  seen  at  the  Jesse  Holman  Jones  Hos- 
pital in  Springfield,  Tenn.,  for  treatment  of  in- 
juries as  the  result  of  ATV  accidents.  Their 
medical  records  were  reviewed  for  age  of  pa- 
tient, sex,  type  of  ATV  (three  or  four  wheeler), 
mechanism  of  injury,  date  and  time  of  injury, 
type  of  injury,  and  treatment  course. 

Results 

Sixty  patients  between  the  ages  of  10  months 
and  69  years  were  treated;  their  average  age  was 
17  years,  and  36  (60%)  were  15  years  old  or 
younger  (Fig.  1).  The  largest  single  group  was  in 
the  11  to  15  year  age  range.  The  majority  of  pe- 
diatric-aged victims  were  riding  without  parental 
supervision,  though  the  youngest  victim,  a ten- 
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Figure  1.  Age  range  for  ATV  accident  victims  between  10  months 
and  69  years  of  age. 
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month  old  boy,  was  riding  as  a passenger  with 
his  father. 

Forty-six  (76.7%)  of  the  victims  were  male  and 
14  female.  There  were  53  three-wheelers  (88%), 
and  seven  four-wheelers  involved  in  the  acci- 
dents. The  majority  of  the  victims  were  not 
wearing  helmets  or  other  safety  equipment.  Only 
two  patients  recalled  wearing  a helmet  while  rid- 
ing their  ATV,  and  one  of  them  sustained  a scalp 
laceration. 

ATV  injury  classification  and  numbers  were 
as  follows:  25  fractures  and  dislocations,  23  abra- 
sions, 22  contusions,  19  lacerations,  three  con- 
cussions, two  sprains,  one  toe  amputation,  one 
spleen  hemorrhage,  one  renal  contusion,  and  one 
burn;  there  were  no  deaths.  There  were  five  hos- 
pital admissions,  ranging  from  2 to  15  years  old, 
three  for  fractured  femurs,  one  for  toe  amputa- 
tion, and  one  for  multiple  injuries  including  rib 
fractures,  distal  right  radius  fracture,  spleen 
hemorrhage,  and  renal  contusion. 

Eight  patients  struck  barbed  wire  fences  and 
sustained  multiple  lacerations.  Thirteen  patients 
lost  control  of  their  ATV,  resulting  in  injuries. 
Three  patients  were  injured  as  passengers  on  an 
ATV.  Seven  patients  struck  an  inanimate  object 
while  riding  their  ATV,  and  one  patient  fell  off 
a sled  pulled  behind  a four-wheeler,  resulting  in 
a femur  fracture. 

ATV  related  injuries  have  been  increasing  in 
frequency  in  Robertson  County,  Tennessee,  over 
the  past  three  years.  There  were  six  ATV  injury 
victims  treated  in  1984,  30  in  1985,  and  24  through 
August  1986.  ATV  accidents  occurred  through- 
out the  year,  with  the  majority  occurring  during 
the  spring  and  summer  months;  all  but  four  oc- 
curred in  the  afternoon  or  early  evening  hours. 

Discussion 

The  frequency  of  injuries  from  ATV  use  is  in- 
creasing at  an  alarming  rate.  The  majority  of 
ATV  accident  victims  are  under  16  years  old.612 
While  there  were  no  deaths  in  our  series,  there 
were  five  hospitalized  seriously  injured  patients 
between  2 and  15  years  old.  Our  series  corrobo- 
rates the  high  risk  to  adolescents,  relative  fre- 
quency of  fractures  and  lacerations,  and  infre- 
quent use  of  helmets  that  has  come  to 
characterize  reports  of  three-wheeler  injuries.7 
Some  series  suggest  that  four-wheelers  may  be 
less  dangerous,  but  our  study  shows  that  four- 
wheeler  accidents  did  occur  in  7 (12%)  of  the  60 
cases.1819  Though  four-wheeled  ATVs  appear  to 
be  less  commonly  involved  than  three-wheeled 


ATVs,  it  is  perhaps  because  they  are  relative 
newcomers  to  the  marketplace.7 

The  key  to  prevention  of  ATV  accidents  is 
knowledge,  safety  precautions,  and  education. 
ATV  use  should  be  limited  to  mature,  responsi- 
ble, sober  adults  who  are  proficient  in  the  use  of 
ATVs.  While  helmets  are  strongly  recommend- 
ed, they  alone  would  not  have  prevented  the  ma- 
jority of  injuries  in  our  series.  Other  safety 
equipment,  including  gloves,  sturdy  footwear,  and 
abrasion  resistant  clothing,  is  strongly  advocated. 
The  public  must  come  to  see  ATVs  as  potentially 
dangerous  motorized  vehicles  rather  than  toys.7 

Conclusions 

ATV  accidents  have  been  increasing  over  the 
past  three  years.  The  majority  of  the  victims  are 
under  16  years  old,  and  were  not  wearing  hel- 
mets or  other  safety  equipment.  Injuries  range  in 
severity  from  contusions  and  lacerations  to  frac- 
tured femurs  and  amputation.  The  majority  of 
ATV  accident  victims  were  not  proficient  in  the 
use  of  ATVs,  and  lacked  the  maturity,  experi- 
ence, and  judgment  to  properly  operate  the  ve- 
hicle. The  key  to  prevention  of  ATV  accidents  is 
knowledge,  safety  precautions,  and  education. 
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Blastomycosis 


Case  Report 

A 37-year-old  white  man  was  transferred  to  the  Nashville 
V.A.  Medical  Center  for  evaluation  of  chest  pain  and  a right 
upper  lobe  infiltrate  noted  on  chest  roentgenogram.  He  had  had 
coronary  artery  bypass  grafting  six  years  earlier.  The  patient  had 
no  known  tuberculosis  exposure,  had  smoked  one  pack  of  ciga- 
rettes a day  for  20  years,  and  had  not  experienced  fevers,  chills, 
night  sweats,  decreased  appetite  or  weight  loss. 

His  physical  examination  was  unremarkable.  Laboratory 
examination  showed  a WBC  count  of  10,800/cu  mm  (normal 
4,800  to  10,800),  with  a normal  differential.  Hematocrit  was 
40%  (normal  42  to  52);  platelet  count,  SMA6,  PT,  PTT  and 
urinalysis  were  all  normal.  SMA12  showed  an  alkaline  phos- 
phatase of  234  IU/L  (normal  26  to  88)  and  an  SGOT  of  65 
IU/L  (normal  10  to  42).  Electrocardiogram  was  unchanged 
from  previous  tracings.  Chest  roentgenogram  showed  a pa- 
renchymal infiltrate  in  the  right  apex  (Fig.  1). 

Workup  for  his  chest  pain  revealed  no  cardiac  source.  A 
chest  CT  scan  done  to  evaluate  the  pulmonary  infiltrate  dem- 
onstrated a 7-cm  soft  tissue  mass  in  the  apical  segment  of  the 
right  upper  lobe;  bronchoscopy  revealed  normal  endobron- 
chial anatomy,  and  transbronchial  biopsies  showed  only  in- 
flammatory tissue.  Stains  for  acid-fast  bacilli  and  fungi  were 
negative.  He  was  treated  with  antituberculous  medications 
pending  culture  results. 

Four  weeks  later  cultures  from  bronchoscopy  grew  Blas- 
tomyces dermatitidis.  Isoniazid  and  rifampin  were  stopped  and 
ketoconazole  400  mg/day  was  begun. 

Discussion 

Blastomyces  dermatitidis  is  a thermic  dimorphic 
fungus.  Infection  is  acquired  by  inhalation.  Nonpul- 
monary  involvement,  including  skin  lesions,  is  the  re- 
sult of  lymphatic  and  hematogenous  dissemination  from 
a primary  pulmonary  focus.1  Cases  in  this  country  are 
predominantly  in  the  southeast  and  south  central 
United  States  and  in  the  Great  Lakes  area.  It  tends  to 
occur  in  young  and  middle  aged  men;  exposure  to  soil 
and  wooded  areas  may  increase  the  risk  of  infection.1 2 

Blastomycosis  ranges  from  an  accidentally  discov- 
ered asymptomatic  self-limited  pulmonary  process  to  a 
progressive  and  fatal  disseminated  illness.  It  may  pro- 
duce an  acute  pneumonic  syndrome  that  progresses  to 
a chronic  pulmonary  infection  with  or  without  dissem- 
inated disease.  In  the  latter  case  the  illness  pursues  a 
low  grade  yet  progessive  course.12 

In  20%  to  90%  of  cases  of  blastomycosis  there  is 
evidence  of  multiorgan  involvement,  the  skin  being  the 
most  common  site  of  dissemination.  There  is  bone  in- 
volvement in  25%  of  patients,  and  the  male  genital 
tract  may  also  be  involved.12 


Prepared  by  Thom  R.  Mitchell,  M.D.,  chief  medical  resident, 
Nashville  V.A.  Medical  Center. 
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Figure  1.  Chest  roentgenogram  showing  a right  upper  lobe  infiltrate. 


Establishing  the  diagnosis  of  blastomycosis  requires 
demonstration  of  the  organism  in  biopsy  specimens  or 
culturing  it  from  infected  tissue  or  body  fluids.  Non- 
caseating  granulomas  may  be  present  in  tissue 
specimens12;  specific  skin  tests  and  serologies  are  of 
limited  use.  Chest  roentgenogram  findings  are  ex- 
tremely variable.  There  may  be  hilar  adenopathy  and 
pleural  thickening,  as  well  as  homogenous  pneumonic 
infiltrates  with  segmental  or  lobar  distributions,  patchy 
fibronodular  or  diffuse  nodular  infiltrates,  fibrotic 
changes,  and  cavities.34 

In  patients  with  disseminated  and  severe  illness,  the 
recommended  therapy  is  systemic  amphotericin  B,  but 
for  acute  pulmonary  infection  recommendations  are 
variable,  some  authors  arguing  that  patients  should  be 
observed  without  therapy  for  two  to  three  weeks  and 
then  treated  only  if  symptoms  do  not  resolve.  Others 
argue  that  ketoconazole  should  be  given  for  six  months, 
in  part  to  limit  dissemination.5 6 
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A Case  of  Alcoholic  Ketoacidosis 


Case  Report 

A 68-year-old  white  woman  transferred  to  Vanderbilt 
Hospital  for  severe  metabolic  acidosis  had  a history  of  heavy 
alcohol  consumption  of  up  to  one  quart  of  scotch  per  day  for 
at  least  several  years.  Her  appetite  was  generally  poor,  and 
her  daily  activities  were  minimal.  She  was  in  her  usual  state 
of  health  until  two  days  prior  to  transfer  when  she  developed 
nausea  and  vomiting  without  abdominal  pain  or  other  symp- 
toms. She  stopped  drinking,  but  when  her  vomiting  persisted 
she  w-as  taken  to  her  local  hospital  where  she  was  noted  to 
be  lethargic  and  pale.  Arterial  blood  gases  (ABGs)  showed  a 
pH  of  6.97  (normal  7.35  to  7.45),  Po2  122  mm  Hg  (normal 
80  to  100).  Pco:  14  mm  Hg  (normal  35  to  45).  and  calculated 
bicarbonate  4 mEq/L  (normal  24  to  30).  Her  serum  sodium 
was  131  mEq/L  (normal  135  to  145),  potassium  3.7  mEq/L 
(normal  3.5  to  4.5),  chloride  86  mEq/L  (normal  95  to  105) 
and  glucose  219  mg/dl  (normal  70  to  110).  She  was  given  so- 
dium bicarbonate,  fluids,  and  glucose  intravenously,  and 
transferred  to  Vanderbilt. 

Physical  examination  showed  a thin,  chronically  ill  ap- 
pearing white  woman  with  moderate  tachypnea  and  a tem- 
perature of  100°F  rectally,  but  her  other  vital  signs  were  nor- 
mal. Physical  examination  showed  clear  lungs  and  normal 
heart  sounds,  her  abdomen  was  mildly  tender,  and  her  liver 
was  palpable  2 cm  below  the  right  costal  margin.  There  was 
no  splenomegaly  and  bowel  sounds  were  normal.  Stool  was 
heme-negative.  Laboratory  examination  showed  a serum  so- 
dium 143  mEq/L.  potassium  4.3  mEq/L.  chloride  101  mEq/ 
L.  bicarbonate  9 mmole/L  (normal  23  to  30)  and  glucose  171 
mg/dl.  and  ABGs  showed  pH  7.21.  Pco:  15  mm  Hg.  and  0: 
146  on  2 liters  0;.  Her  WBC  count  was  14.400/cu  mm  (nor- 
mal 5.000  to  10.000)  with  88%  segmented  neutrophils,  5% 
lymphocytes,  and  7%  monocytes.  Hematocrit  was  37%  (nor- 
mal 37  to  41)  with  an  MCV  of  112  cup.  (normal  80  to  100) 
and  platelet  count  w'as  154,000/cu  mm  (normal  150.000  to 
350,000).  PT.  PTT,  liver  function  tests,  and  serum  amylase 
w'ere  normal.  Urinalysis  show'ed  4+  acetone  and  no  crystals. 
Drug  and  toxin  screen  showed  no  evidence  of  salicylates, 
ethanol,  methanol,  ethylene  glycol  or  other  substances.  Ser- 
um ketones  were  1:8  (normal — undetectable),  and  serum  lac- 
tate wras  mildly  elevated.  KUB  and  chest  films  were  normal, 
and  blood  and  urine  cultures  were  negative. 

The  patient  was  treated  with  fluids  and  glucose  and  her 
acidosis  resolved  entirely  within  24  hours.  Alcoholic  rehabil- 
itation was  recommended  but  the  patient  refused. 


Prepared  by  Jason  D.  Morrow.  M.D..  Hugh  J.  Morgan  chief  med- 
ical resident.  Vanderbilt  University  Medical  Center,  Nashville. 


Discussion 

Alcoholic  ketoacidosis  was  first  reported  in  the 
medical  literature  over  40  years  ago  and  has  since  been 
well  described.1  It  most  frequently  occurs  in  severe 
chronic  alcoholics  who  develop  abdominal  problems 
such  as  gastritis  and  pancreatitis,  leading  to  vomiting 
and  an  inability  to  consume  food  or  alcohol.  In  fact, 
most  patients  who  develop  alcoholic  ketoacidosis  have 
not  drunk  alcohol  for  one  to  three  days.'  Physical  ex- 
amination of  these  patients  is  usually  unremarkable 
except  for  tachypnea  and  ketone  odor  on  the  breath. 
Abdominal  pain  is  not  uncommon,  but  intra-abdomi- 
nal catastrophe  is  rare. 

Laboratory  findings  usually  reveal  a metabolic  aci- 
dosis with  an  elevated  anion  gap.  although  an  alkalosis 
or  mixed  acid  base  disturbance  may  be  present  due  to 
concurrent  tachypnea  or  vomiting2;  serum  glucose  val- 
ues are  variable,  but  serum  ketones  are  markedly  ele- 
vated with  an  increase  in  the  beta  hydroxvbutyrate/ 
acetoacetate  ratio,  while  serum  lactate  may  be  slightly 
increased.1 

The  pathophysiology  underlying  alcoholic  ketoaci- 
dosis is  only  partially  understood.  Most  patients  are 
starved  for  several  days  before  they  come  to  a physi- 
cian. Alcohol  suppresses  ketogenesis  in  this  situation 
and  its  withdrawal,  coupled  with  low  insulin  and  high 
glucagon  levels,  leads  to  release  of  fatty  acid  stores, 
flooding  of  the  liver  with  these  compounds,  and  sub- 
sequent ketone  body  production.1 

The  treatment  of  alcoholic  ketoacidosis  is  not  dif- 
ficult; replacement  of  fluid  and  carbohydrate  stores 
usually  corrects  the  metabolic  imbalance  within  24  to 
30  hours.  Insulin  is  not  necessary.  Any  other  electro- 
lyte disturbances  should  be  corrected.  r- — —? 
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Radiology  Case  of  the  Month 


GARY  H.  MORGAN,  M.D.  and  STEPHEN  L.  GAMMILL,  M.D. 


Case  Report 

A 26-year-old  white  gravida  1,  para  0,  with  an  uneventful 
prenatal  history  went  at  29  weeks’  gestation  to  a local  emer- 
gency room  complaining  of  severe  right  upper  quadrant  pain 
radiating  to  her  back  and  right  shoulder  for  three  hours. 

She  had  nausea  and  vomiting  after  eating  her  dinner,  but 
denied  abdominal  trauma,  genitourinary  symptoms,  or  change 
in  stool.  Physical  examination  revealed  a positive  Murphy’s 
sign,  a palpable  uterine  fundus,  and  normal  bowel  sounds, 
but  no  evidence  of  hepatosplenomegaly,  jaundice,  or  periph- 
eral edema.  She  was  afebrile,  and  had  a blood  pressure  of 
1 90/ 1 20  mm  Hg  and  heart  rate  of  70/min.  Hemoglobin  and 
hematocrit  were  13.9  gm/dl  and  41.5%  respectively.  WBC 
count  was  14,200/cu  mm,  with  77%  segmented  neutrophils 
and  19%  lymphocytes;  platelet  count  was  222,000/cu  mm. 
Urinalysis  revealed  2+  albumin,  electrolytes  were  normal, 
serum  amylase  90  IU/L,  alkaline  phosphatase  171  IU/L,  LDH 
365  IU/L,  and  SGOT  120  IU/L.  Ultrasonography  of  the  ab- 
domen was  negative. 

The  patient  was  admitted  to  the  labor  and  delivery  suite, 
where  uterine  sonography  demonstrated  a single  viable  intra- 
uterine fetus  in  cephalic  presentation  at  28  weeks  ± 2 weeks 
gestational  age;  there  was  no  fetal  movement  except  for  nor- 
mal cardiac  activity.  Initial  laboratory  data  included  hemato- 
crit 38.3%,  platelets  121,000/cu  mm,  SGOT  58  IU/L,  LDH 
201  IU/L,  SGPT  69  IU/L,  GGT  19  IU/L,  and  alkaline  phos- 
phatase 135  IU/L.  Persistently  elevated  blood  pressure  and 
decreased  urine  output  prompted  emergency  cesarean  sec- 
tion, with  successful  delivery  of  a 1,000-gm  infant  with  Apgar 
scores  of  5 and  8.  Exploration  of  the  right  upper  quadrant 
demonstrated  a normal  liver  edge. 

Three  hours  after  cesarean  section  the  patient  developed 
severe  right  chest  pain  and  hypotension  (62/45  mm  Hg).  Ar- 
terial blood  gases  and  EKG  were  within  normal  limits.  He- 
matocrit and  platelets  were  28.1%  and  73,000/cu  mm  respec- 
tively. The  patient  was  successfully  treated  with  intravenous 
fluid  and  blood  products. 

On  the  first  postoperative  day  the  patient  continued  to 
complain  of  upper  right  quadrant  pain.  Her  blood  pressure 
was  again  elevated  to  169/1 10  mm  Hg,  and  repeat  blood  work 
showed  hematocrit  30.9%,  platelets  86,000/cu  mm,  and  evi- 
dence of  hemolysis  on  peripheral  blood  smear;  partial  throm- 
boplastin time  was  25.8  seconds,  fibrin  degradation  products 
16  to  32  mg/dl,  SGOT  1,138  IU/L,  LDH  2,016  IU/L,  SGPT 
621  IU/L,  GGT  26  IU/L,  alkaline  phosphatase  112  IU/L,  to- 
tal bilirubin  3.1  mg/dl,  and  direct  bilirubin  1 mg/dl. 

Real-time  sonography  of  the  upper  abdomen  and  com- 
puterized axial  tomography  (CT)  with  oral  contrast  and  with 
and  without  intravenous  contrast  were  performed  to  evaluate 
her  right  upper  quandrant  pain  and  elevated  liver  function 
test.  Please  examine  Figs.  1 and  2,  and  then  formulate  your 
diagnosis. 


From  the  Department  of  Radiology.  Baptist  Memorial  Hospital, 
Memphis. 
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Discussion 

Severe  preeclampsia  can  be  diagnosed  when 
one  or  more  of  the  following  develop:  systolic 
blood  pressure  of  160  mm  Hg  or  more,  or  dia- 
stolic pressure  of  110  mm  Hg  or  more  on  two 
readings  six  hours  apart;  proteinuria  of  5 gm  or 
more  per  24-hour  urine  collection;  cerebral  or 


Figure  1.  Lenticular  fluid  collection  of  mixed  attenuation  along  the 
anterior  aspect  of  the  right  lobe  of  the  liver  is  compressing  the  liver 
and  displacing  it  medially  ( L = liver;  ST  = stomach;  S = spleen; 
A = aorta). 


Figure  2.  Fluid  collection  of  mixed  echogenicity  is  present  along  the 
right  lobe  of  the  liver  (arrow). 
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visual  symptoms;  pulmonary  edema  or  cyanosis; 
or  epigastric  pain.  Approximately  5%  of  preg- 
nancies are  complicated  by  preeclampsia;  it  tends 
to  occur  more  frequently  in  primigravidas,  par- 
ticularly very  young  or  older  women,  than  in 
multiparas.  The  signs  appear  usually  after  the 
20th  week  of  pregnancy  (particularly  the  third 
trimester)  except  in  the  rare  instances  when  it  is 
associated  with  a hydatiform  mole.1 

Weinstein  reported  an  additional  criterion  that 
should  be  added  to  the  above  list  of  findings  in 
severe  preeclampsia.  In  1982  he  reported  the 
HELLP  syndrome  (hemolysis,  elevated  liver 
function  test,  and  low  platelet  counts)  in  a series 
of  29  patients  with  severe  preeclampsia.  It  may 
occur  when  the  usual  findings  of  severe  pree- 
clampsia are  absent.2 

The  liver  is  not  primarily  involved  in  early 
preeclampsia,  but  it  is  a target  organ  that  is  dam- 
aged as  the  disease  progresses.  Laboratory  eval- 
uation typically  reflects  hepatocellular  dysfunc- 
tion, with  the  most  pronounced  elevations 
developing  in  the  serum  transaminases.  The 
SGOT  is  elevated  in  50%  of  women  with  severe 
preeclampsia.  Most  people  believe  the  basic  an- 
atomic alteration  in  the  liver  to  be  fibrin  thrombi 
in  the  sinusoids  and  periportal  hemorrhage  in  the 
peripheral  subcapsular  area.  The  obstruction  of 
the  blood  flow  in  the  sinusoids  by  intravascular 
fibrin  deposition  is  a probable  cause  of  liver  dis- 
tension, which  results  in  right  upper  quadrant  or 
epigastric  pain.  The  hemorrhage  is  variable;  it 
may  be  diffuse,  or  it  may  produce  extensive  de- 
struction of  the  organ  and/or  subcapsular  hem- 
orrhage. If  intrahepatic  pressure  exceeds  the 
ability  of  Glisson’s  capsule  to  distend,  the  liver 
ruptures,  with  hemorrhage  into  the  peritoneal 
cavity.2-4 

While  rupture  of  the  liver  occurs  most  com- 
monly with  trauma  in  the  nonpregnant,  80%  of 
women  with  spontaneous  hepatic  hemorrhage  in 
pregnancy  are  toxemic.  The  clinical  features  in- 
clude sudden  epigastric  or  right  upper  quadrant 
pain  with  radiation  to  the  back  or  shoulder,  and 
nausea  and  vomiting.  Because  the  principal  signs 
of  toxemia  go  unnoticed  by  patients,  those  with 
poor  prenatal  care  may  have  advanced  disease 
and  hepatic  manifestations  as  their  presenting 
complaint.  Although  toxemia  is  more  common  in 
primiparas,  two-thirds  of  the  subcapsular  hem- 
orrhages occur  in  multiparas. 5 6 


The  usual  CT  appearance  of  subcapsular  he- 
matomas is  a crescentric  or  lenticular,  well-mar- 
ginated,  low-density  fluid  collection  just  beneath 
the  hepatic  capsule.  Intrahepatic  hematomas 
produce  round  to  oval  collections  within  the  he- 
patic parenchyma.  Hepatic  lacerations  appear  as 
irregular  clefts  or  masses  within  the  liver  paren- 
chyma, and  often  extend  to  the  periphery  of  the 
liver.  As  elsewhere  in  the  body,  recent  hemor- 
rhage and  clot  have  a higher  density  than  older 
hematomas  that  have  matured.7  Sonography  of  a 
subcapsular  hematoma  shows  a sonolucent  col- 
lection within  the  parenchyma  or  beneath  the 
capsule  if  it  is  recent;  later,  as  the  hematoma  or- 
ganizes, the  collection  becomes  more  echogenic, 
but  the  collection  may  become  sonolucent  again 
as  a hygroma  is  formed.8  There  is  a tendency  for 
the  hemorrhage  to  be  most  marked  in  or  limited 
to  the  anterior  and  superior  aspects  of  the  right 
hepatic  lobe,  with  rupture  of  the  capsule  at  the 
inferior  margin,  despite  eclamptic  hemorrhages 
being  abundant  beneath  the  capsule  in  all  sur- 
faces.3-9 Manas  concluded  that  once  hepatic  hem- 
orrhage was  suspected,  abdominal  CT  was  the 
most  helpful  diagnostic  tool.  CT  scans  in  all  sev- 
en patients  in  his  series  showed  evidence  of  sub- 
capsular hematoma,  intrahepatic  hemorrhage,  or 
both.  CT  also  provided  information  concerning 
presence  or  absence  of  peritoneal  fluid,  suggest- 
ing oozings  or  rupture  of  Glisson's  capsule.10 

DIAGNOSIS:  Subcapsular  hepatic  hematoma 
without  rupture,  due  to  severe  preeclampsia  and 
the  HELLP  syndrome.  , — 
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Loss  Prevention  Case  of  the  Month 


Fundamentals  Fundamental 

J.  KELLEY  AVERY,  M.D. 


Case  Report 

A 24-year-old  woman  was  admitted  at  term  to  a rural  hos- 
pital after  an  uneventful  prenatal  course;  she  was  having  ir- 
regular, but  painful,  uterine  contractions.  On  admission  at 
3:30  pm  examination  by  the  labor  and  delivery  (L&D)  nurse 
revealed  a 3-cm  dilation,  75%  effacement,  and  the  presenting 
part  at  0 station.  When  the  attending  family  physician  was 
notified,  he  ordered  the  routine  enema  and  preparation,  which 
were  accomplished. 

The  patient  continued  to  have  some  irregular  contrac- 
tions, but  she  was  ambulatory  and  slept  at  intervals  until  ac- 
tive labor  began  at  about  5:30  am,  approximately  14  hours 
after  admission.  Vital  signs  reported  at  half  hour  intervals 
continued  to  be  normal;  fetal  heart  tones  (FHTs)  reported  at 
intervals  of  30  minutes  to  one  hour  ranged  between  130  and 
150/min. 

The  bag  of  waters  (BOW)  spontaneously  ruptured  at  12 
noon,  some  21  hours  after  admission,  and  the  attending  fam- 
ily physician  saw  his  patient  in  the  L&D  suite  for  the  first 
time.  His  examination  revealed  normal  vital  signs,  with  con- 
tractions occurring  every  5 minutes  with  a duration  of  40  to 
60  seconds;  FHTs  continued  to  range  between  130  and  150/ 
min. 

There  was  a gradual  increase  in  the  intensity  of  contrac- 
tions for  the  next  few  hours,  and  at  about  5 pm  the  cervix  was 
completely  dilated  and  the  head  was  at  a +2  station. 

The  patient  was  brought  to  the  delivery  room  at  6:00  pm. 
At  6:10  the  FHTs  were  discovered  to  be  absent  and  the  at- 
tending physician  was  summoned  stat;  the  patient  was  deliv- 
ered promptly  of  a male  infant  with  Apgars  of  2 and  5.  Spon- 
taneous respiration  was  delayed  for  20  minutes  and  the  infant 
developed  seizures  at  12  hours  of  age;  at  six  weeks  the  infant 
had  ample  physical  evidence  of  a severe  neurological  deficit. 
Within  eight  months  of  delivery,  a lawsuit  was  filed  against 
the  attending  family  physician  for  negligence  in  his  manage- 
ment of  the  patient’s  labor  and  the  hospital  for  negligence  in 
not  providing  external  fetal  monitoring  (EFM)  for  the  ob- 
stetrical patients. 


Dr.  Avery  is  chairman  of  the  Loss  Prevention  Committee,  State 
Volunteer  Mutual  Insurance  Company,  Brentwood,  and  medical  di- 
rector for  Ambulatory/Outpatient  Services,  St.  Thomas  Hospital, 
Nashville. 


Examination  of  the  medical  record  revealed  that  the  last 
recorded  FHT  was  at  5:05  pm,  when  the  rate  was  documented 
as  being  144/min.  As  the  legal  positions  of  the  defendant  hos- 
pital and  the  physician  were  fully  explored,  it  became  appar- 
ent that  an  early  settlement  on  the  part  of  both  was  the  wisest 
course  to  follow. 

Loss  Prevention  Comments 

The  indefensible  position  of  the  hospital  was 
not  due  to  its  failure  to  provide  external  fetal 
monitors,  since  ample  proof  was  available  that 
EFM  is  not  the  standard  of  care  for  all  patients 
in  labor,  and  the  current  guidelines  of  the  Amer- 
ican College  of  Obstetrics  and  Gynecology 
(ACOG)  do  not  mandate  universal  EFM.  The 
lack  of  regular  monitoring  of  FHT  by  competent 
observers,  however,  cannot  be  defended.  This 
failure  militated  against  defending  both  the  hos- 
pital and  the  physician.  The  absence  of  recorded 
FHTs  at  reasonable  intervals  (15  to  30  minutes) 
indicated  that  neither  the  nursing  staff  nor  the 
physician  was  acting  within  an  acceptable  stand- 
ard of  care. 

It  was  also  decided  that  attendance  by  the 
family  physician  only  once  during  the  patient’s 
24  hours  in  the  L&D  area  of  the  hospital  indicat- 
ed an  indefensible  attitude  of  indifference,  and 
would  never  have  been  understood  by  a jury. 

In  most  medical  malpractice  lawsuits,  it  is  nei- 
ther the  presence  or  absence  of  sophisticated 
technology  nor  its  function  or  malfunction  that 
causes  the  problem.  It  is  the  behavior  of  the 
treatment  team  that  is  critical  to  preventing,  or 
prevailing  in  the  event  of,  a bad  result.  r ^ 
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Untapped  Resources 

It  has  occurred  to  me  that  we  have  some  resources  that  are  not  being 
fully  utilized.  During  these  hectic  days,  medicine  is  making  huge  strides  in 
improving  the  health  of  the  nation  with  innovative  treatments  unheard  of  a 
few  years  ago.  and  yet  at  the  same  time  we  are  rapidly  losing  ground  on  the 
social  and  economic  fields.  We  have  criticism  from  the  press  because  a few 
would  not  jeopardize  their  lives  to  treat  AIDS  patients.  We  are  castigated 
by  government,  business,  and  the  insurance  industry  because  the  cost  of 
health  care  continually  goes  up.  The  politicians  locally  and  nationally  seek 
to  balance  budgets  by  failing  to  fund  those  programs  that  would  compensate 
physicians  for  caring  for  the  sick  and  injured.  Where  do  we  turn  for  allies? 

The  first  source  of  assistance  is  as  near  as  our  spouses.  The  TMA  Auxil- 
iary is  doing  a marvelous  job  for  us.  They  raised  more  funds  for  AMA-ERF 
than  any  other  state,  a truly  monumental  task  considering  the  potential  of 
some  of  our  more  wealthy  states.  They  also  put  together  Teen  Health  Work- 
shops to  alert  our  young  people  to  the  hazards  of  drugs,  alcohol,  teen  preg- 
nancies, and  other  social  problems.  They  “manned"  telephone  banks  to  lob- 
by our  political  leaders  in  our  interests.  Still,  many  of  our  members  do  not 
encourage  their  spouses  to  belong  to  the  Auxiliary.  Think  how  much  help 
we  could  have  if  we  all  encouraged  our  spouses  to  join  the  Auxiliary  and  be 
active. 

Our  second  underutilized  asset  is  our  IMPACT-AMPAC  organizations. 
Tennessee  ranks  38th  among  the  states  in  participation  in  these  PACs.  Only 
15%  of  our  members  belong  and  contribute.  In  spite  of  this  meager  funding, 
they  do  a yeoman  job  in  pursuing  our  interests.  The  PACs  had  a consider- 
able part  in  preventing  RAP  physicians  from  coming  under  DRGs.  With 
their  help,  we  also  defeated  mandatory  assignment  three  times  in  the  House 
Ways  and  Means  Committee  this  fall.  The  PACs  have  represented  our  views 
on  professional  liability  legislation.  Medicare  reform,  campaign  financing, 
etc.  While  lobbying  is  essential,  without  the  more  tangible  efforts  of  the 
PACs  to  support  our  elected  officials,  we  could  not  do  the  job.  King  Canute 
could  not  hold  back  the  tide  with  words  and  neither  can  we.  We  need  mon- 
ey and  work  to  stem  the  political  and  social  tides. 

The  third  source  of  help  is  to  be  found  within  ourselves.  For  years  many 
physicians  have  held  themselves  aloof  from  politics,  saying  they  would  prac- 
tice good  medicine  and  leave  the  politics  up  to  those  more  interested  or 
adept.  No  longer  can  we  afford  that  kind  of  political  isolationism.  We  can 
see  that  someone  is  going  to  manage  the  system  in  which  we  practice.  We 
can  become  personally  involved  with  our  own  destiny  or  leave  it  up  to  oth- 
ers with  entirely  different  goals.  Someone  will  make  these  decisions;  the 
choice  is  up  to  us. 

All  of  these  available  resources  require  some  commitment  from  us — com- 
mitment of  time,  money  and  support.  We  can  continue  to  ignore  these  means, 
and  trust  to  others  to  preserve  our  way  of  practice,  or  we  can  do  everything 
possible  to  win  this  struggle.  You  can  be  sure  the  resources  organized  against 
us  are  great.  We  must  utilize  all  of  our  assets  to  prevail. 
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Onward  and — Upwards? 

Apropos  of  what  I don’t  remember,  but  the 
other  evening  in  a casual  conversation  a friend  of 
mine,  a well-preserved  man  several  years  the  far 
side  of  70,  remarked  that  he  has  always  regretted 
that  he  is  not  an  educated  man.  He  is;  what  he 
meant  was  he  never  went  to  college.  They  are 
not  the  same  thing. 


My  father,  who  if  he  were  alive  today  would 
be  something  over  a hundred  years  old,  decided 
that  rather  than  go  to  college,  he  would  make  his 
mark  in  the  business  world.  He  did;  by  the  time 
he  was  45  he  owned  his  own  thriving  business, 
but  he  never  let  my  brother  and  me  forget  the 
value  of  an  education,  because  like  my  friend  he 
regretted  his  lack  of  what  he  thought  was  one, 
particularly  because  he  passed  up  the  opportuni- 
ty. I considered  him  then,  and  still  do,  one  of  the 
best  educated  men  I ever  knew  outside  of  a uni- 
versity faculty.  He  acquired  an  extensive  library, 
and  read  even  more  widely  than  that.  He  was  a 
mathematical  wizard,  a talent  he  passed  on  to  my 
brother,  but  not  to  me. 

There  is  a vast  misunderstanding,  I think, 
about  what  an  education  is,  and  even  among  the 
knowledgeable  there  is  disagreement.  It  has  be- 
come abundantly  clear  that  having  been  to  col- 
lege, or  even  holding  a college  degree,  does  not 
guarantee  an  education;  a degree  simply  guaran- 
tees that  one  has  a degree.  There  is  such  preoc- 
cupation with  that  these  days  that  the  education 
is  overlooked;  too  many  people  are  in  college  who 
should  not  be  there,  not  necessarily  for  want  of 
intellect.  Some  are  simply  not  bright  enough,  of 
course,  and  some  are  not  interested  enough.  Far 
more,  though,  are  simply  ill  prepared.  The  prob- 
lem begins  at  various  stages,  for  some  pre-school. 
Some  have  slovenly  minds,  but  what  is  sadder  is 
that  many  who  do  not,  have  had  teachers  with 
slovenly  minds;  many  of  their  pupils  never  re- 
cover, even  with  a college  degree. 

Much  has  been  written  lately  about  the  ap- 
palling ignorance  of  our  young,  particularly  re- 
garding history — not  just  ancient  history,  either, 
but  our  own — and  literature.  In  a test  given  to 
approximately  8,000  high  school  juniors  nation- 
wide, although  80%  knew  of  George  Washing- 
ton, for  instance,  and  had  a rough  idea  of  when 
he  lived,  less  than  half  could  place  Thomas  Jef- 
ferson's presidency  between  1800  and  1820,  and 
only  slighty  more  placed  Franklin  Roosevelt’s  in 
the  1930s.  Two  thirds  had  not  even  the  foggiest 
notion  as  to  when  the  Civil  War  was  fought,  and 
40%  of  them  thought  World  War  I occurred  be- 
fore 1900.  Some  schools  did  far  better  than  oth- 
ers in  preparing  their  students,  of  course,  which 
means  that  the  lack  of  learning  of  the  worst  was 
truly  appalling.  These  are  not  stupid  students,  but 
a cross  section  of  our  youth;  they  are  not  dumb, 
but  ignorant.  As  they  enter  society  to  take  their 
place  as  citizens  and  parents,  though,  it  will  be 
hard  to  tell  the  difference.  It  will  be  even  harder 
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when  it  comes  to  evaluating  their  offspring. 

The  education  community  cannot  make  up  its 
mind  about  what  it  is  it  wishes  to  accomplish  in  ful- 
filling its  obligation  to  our  young.  By  law  it  must 
work  with  often  recalcitrant  teenagers  to  age  18, 
some  of  whom  do  little  but  disrupt  the  process  and 
torment  their  instructors.  Too,  their  advancement  is 
often  far  beyond  their  accomplishments;  sooner  or 
later  that  truth  will  out,  but  often  it  is  only  much  lat- 
er. Despite  this,  there  is  entrenched  wisdom  that 
everyone  is  educable,  and  that  in  a democracy  one 
must  operate  on  this  assumption,  any  other  being 
elitist.  That  only  inhibits  the  learning  process  in  the 
more  able  and  interested,  and  puts  the  United  States 
at  a serious  and  progressive  disadvantage  in  com- 
peting with  such  totalitarian  cultures  as  the  ones  in 
the  Soviet  Union  and  China.  Despite  our  own  mis- 
givings, no  such  aberrations  of  fancy  bother  the  Eu- 
ropean democracies,  who  do  not  find  any  such  mis- 
perceived  lack  of  egalitarianism  undemocratic. 

It  has  somehow  gotten  into  the  heads  of  certain  of 
our  leadership  that  “all  men  are  created  equal" 
means  that  all  men  (and  women,  of  course — and 
girls  and  boys)  have  the  same  potential,  even  though 
when  they  go  to  the  racetrack  those  same  ninnies  are 
very  choosey  about  which  bit  of  horse  flesh  is  al- 
lowed to  affect  their  own  fortunes.  Not  every  nag  is 
given  an  opportunity  to  run  at  Churchill  Downs. 
Though  most  people  are  smarter  than  most  horses, 
not  every  one  of  either  is  suited  to  the  fast  track. 
Since  God  loves  every  individual  equally,  we  are  told 
to  do  the  same.  Mr.  Jefferson  meant  that  for  that 
reason  it  should  be  that  any  American  might  one  day 
become  president;  for  various  reasons,  one  of  them 
having  to  do  with  mental  capacity,  not  every  one  of 
them  can.  It  is  a subtle  distinction,  but  a real  one — 
one  that  appears  lost  on  many  of  our  leaders. 
Though  he  may  have  to  struggle  for  it,  anyone  can 
also  get  an  education  if  he  is  of  a mind  to,  but  some 
need  all  the  help  they  can  get.  Such  help  is  often 
meagre,  partly  because  so  much  of  what  talent  there 
is  in  the  teaching  profession  is  being  wasted  trying  to 
push  spaghetti. 

In  speaking  about  the  previously  mentioned 
test  given  our  high  school  juniors,  two  of  our 
country's  foremost  educators,  who  were  being 
interviewed  on  Firing  Line , instead  of  being  dis- 
tressed about  the  40%,  were  pleased  that  60%  of 
the  students  knew  that  World  War  I was  fought 
in  this  century;  after  all,  they  said,  it  happened  a 
long  time  ago — much  longer  ago  than  when  we 
(they  said)  were  teenagers.  You  will  not  be  sur- 
prised to  learn,  I am  certain,  that  Mr.  Buckley 
was  appalled,  nor,  I hope,  that  I was  too. 


With  such  leaders  in  education  it  is  no  wonder 
we  is  in  the  fix  we  is  in — which,  I must  add,  they 
do  not  find  such  a bad  one.  God  help  us! 

J.B.T. 


God  Jul — Mele  KaUkimaka — 
Buon  Natale 

Render  unto  Caesar  the  things  that  are  Caesar’s 
And  unto  God  the  things  that  are  God’s. 

Matthew  20:21 

During  the  past  few  days  the  stock  market  has 
been  doing  reprehensible  things;  some  individu- 
als riding  high  on  the  crest  of  the  bull  market 
have  found  their  net  worth  halved.  Though  this 
does  not  portend  financial  ruin  for  very  many  of 
them,  it  has  been  a sobering  experience — a new 
one  for  many  a youngster.  Gloom  is  settling  over 
the  mercantile  community  as  it  envisions  a dull 
Christmas  season  regardless  of  the  market's  ulti- 
mate destination,  with  parsimony  replacing  pro- 
fligacy. Despite  those  dire  predictions,  that  does 
not  guarantee  a dull  Christmas. 

On  Christmas  Eve  in  1818  the  dilapidated  or- 
gan in  the  little  church  of  a small  Austrian  ham- 
let lay  in  abject  disrepair — scarcely  a harbinger 
of  Frohliche  Weinachten.  Even  as  he  wondered 
what  he  would  do  for  Christmas  music,  the  vil- 
lage priest,  Father  Joseph  Mohr,  sat  down  and 
wrote  a poem  that  proclaimed  in  a simple  way 
the  message  of  that  first  Christmas.  Sung  that 
night  to  the  guitar  accompaniment  composed  for 
the  occasion  by  organist  Franz  Gruber,  “Stille 
Nacht,  Heilige  Nacht"  began  its  reign  as  the  best 
known  and  best  loved  of  all  the  Christmas  car- 
ols— 

Until  Irving  Berlin's  “White  Christmas"  came 
along.  Now  I understand,  of  course,  that  strictly 
speaking,  “White  Christmas"  is  not  a Christmas 
carol.  A carol  is  by  definition  a song  of  praise — 
or  joy.  On  the  other  hand,  I think  one  need  not 
bend  the  connotation  too  far  to  include  “White 
Christmas"  under  that  rubric.  But  no  matter. 

As  celebrated  since  its  inception  some  four 
centuries  after  the  estimated  birthdate  of  Jesus 
of  Nazareth,  Christmas  has  had  one  foot  in  the 
world  and  one  foot  in  Heaven,  with  the  greater 
weight  on  one  or  the  other  foot  depending  upon 
the  times  and  the  circumstances.  The  day  be- 
longs to  God,  to  be  sure,  but  it  also  belongs  to 
Caesar — for  better  or  worse. 
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In  his  wise  answer  as  to  whether  or  not  the 
Roman  taxes  should  be  paid,  Jesus  rendered  no 
moral  judgment  against  the  Roman  statute,  as  His 
oppressors  had  wished  He  might.  His  injunction 
to  render  unto  Caesar  was  without  rancor.  As  a 
man  who  enjoyed  a celebration.  He  would 
doubtless  approve  the  sentiments  expressed  in  the 
song  “White  Christmas,”  which  describes  an 
idealized  celebration  of  it,  one  that  many  of  its 
singers  could  have  known  only  through  such 
movies  as  Holiday  Inn , in  which  the  song  ap- 
peared. Though  such  a Christmas  is  a part  of 
Caesar’s  show,  it  is  not  inappropriate  to  Jesus’ 
birthday  party,  either — 

Provided  all  things  are  kept  in  perspective,  and 
that  it  is  not  the  whole  cloth.  For  Christian  or 
Jew,  the  season  is  a time  for  God,  and  through 
Him  for  the  family.  The  temptation  is  always 
there  to  celebrate  the  pagan  Saturnalia,  the  pro- 
genitor of  the  feast  of  Christmas.  The  Saturnalia 
was  a revelry,  a time  of  debauchery  and  getting. 
Whether  the  Feast  of  Lights  or  of  Christ's  Mass, 
it  is  to  be  a time  of  worship  and  giving.  Even  a 
religious  feast  (I  hestitate  to  say  “Holy  Day,’’  but 
it  also)  can  be  debauched,  as  the  Saturnalia  was. 
The  Saturnalia  started  out  as  a day  of  gift-giving 
and  peacemaking;  it  ended  up  a week-long  revel. 
So  can  Christmas,  and  it  has  on  occasion. 

Christmas  can  be  as  bad  or  as  good,  as  signif- 
icant or  as  meaningless,  as  the  individual  cele- 
brant or  non-celebrant  wishes  to  make  it.  It  is  a 
man-made  celebration,  since  neither  Jesus  nor  the 
early  church  made  anything  at  all  of  it.  The 
church  has  consecrated  the  day  to  God;  the  World 
has  rendered  it  unto  Caesar. 

However  you  choose  to  keep  it,  or  even  if, 
like  Scrooge,  you  choose  not  to  keep  it  at  all, 
may  the  day  be  a happy  one  for  you  and  yours; 
if  you  leave  God  out,  though,  you  will  be  the 
poorer  for  it. 

J.B.T. 


Corrigendum — The  Long 
Way  ’Round 

On  being  confronted  with  an  error  in  one  of 
his  editorials,  a prominent  editor,  unless  memory 
fails  me  the  late  great  Franz  Ingelfinger  of  the 
New  England  Journal  of  Medicine , is  said  to  have 
retorted  that  he  knew  it;  he  only  wanted  to  see 
if  anyone  was  watching.  The  story  may  be  apoc- 
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ryphal,  but  that’s  one  approach. 

Another  is  to  blame  it  on  someone  else,  and 
still  another  is  to  make  excuses.  Since  I can  find 
no  one  else  to  blame,  that  last  is  the  route  I’m 
going  to  take.  I just  picked  up  the  October  issue 
of  the  Journal  and  turned  to  my  editorials,  and 
couldn't  believe  what  I saw — first  thing,  right  off. 
There,  gazing  up  at  me  in  all  their  black  and  white 
splendor,  were  the  initials  FDA.  I had  written  it, 
and  had  read  over  it  at  least  a dozen  times,  in- 
cluding in  galley,  but  obviously  had  never  actual- 
ly seen  it.  The  error  is  in  the  next  to  last  sen- 
tence in  the  editorial  entitled  “On  Playing 
Drugstore.”  The  initials  should  have  been  FTC. 
My  apologies  to  the  FDA — I think. 

The  reason  I say  “I  think”  is  that  though  I 
didn’t  mean  to  say  that,  it  just  might  fit,  and 
maybe  if  I had  kept  quiet,  no  one  would  have 
noticed.  One  has  to  wonder  how  often  things  get 
screwed  up  in  those  acronymic  bastions,  Wash- 
ington and  the  military  (where  it  all  started), 
simply  because  someone  meant  one  and  said  an- 
other. 

One  of  the  things  that  livens  up  TV  (or  radio) 
shows  is  personal  feuds,  such  as  the  famous  one 
between  Jack  Benny  and  Fred  Allen.  Practically 
all  are  contrived,  simply  for  the  sake  of  viewer 
(theirs  was  listener)  interest.  On  Nashville's  early 
(5:30  to  7:00  am)  live  show  a new  one  has  devel- 
oped between  host  Ralph  Emery  and  Channel  4's 
newest — and  youngest — sports  reporter  Robin 
Roberts.  Whenever  Ralph  has  made  light  of 
Robin’s  youth  by  such  nicknames  as  “cub,”  for 
example,  she  refers  to  him  as  “Pops,”  or  the  “old 
man.”  The  other  day,  when  Ralph  was  groping 
for  a word,  Robin  said,  “Well,  you  know  what 
they  say:  The  mind  is  the  first  thing  to  go.”  To 
which  Ralph  replied,  “That’s  what  you  think — 
because  you're  young.” 

For  the  sake  of  the  nation  one  hopes  there  is 
not  mass  confusion  in  Washington  over  all  the 
initials  of  agencies  they  have  to  cope  with  every 
day.  On  the  other  hand,  for  one’s  own  sake  one 
must  sometimes  hope  there  is. 

J.B.T. 


George  E.  Cox,  age  66.  Died  October  15,  1987.  Grad- 
uate of  Medical  College  of  Virginia.  Member  of  Chat- 
tanooga-Hamilton  County  Medical  Society. 
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H.  James  Crecraft , age  67.  Died  September  22,  1987. 
Graduate  of  University  of  Maryland  School  of  Medi- 
cine. Member  of  Nashville  Academy  of  Medicine. 

Ebert  M.  Mohler,  Jr.,  age  68.  Died  September  16,  1987. 
Graduate  of  University  of  Tennessee  College  of  Med- 
icine. Member  of  Sullivan  County  Medical  Society. 


neui  member/ 


The  Journal  takes  this  opportunity  to  welcome  these 
new  members  to  the  Tennessee  Medical  Association. 

CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

Bruce  D.  Pancake,  M.D.,  Chattanooga 

KNOXVILLE  ACADEMY  OF  MEDICINE 

Richard  H.  Mays,  M.D.,  Knoxville 
Anthony  W.  Morton,  M.D.,  Knoxville 

LAKEWAY  MEDICAL  SOCIETY 

Kim  A.  D.  Collinson,  M.D.,  Morristown 

MONTGOMERY  COUNTY  MEDICAL  SOCIETY 

Danny  W.  Futrell,  M.D.,  Clarksville 

NASHVILLE  ACADEMY  OF  MEDICINE 

William  Loomis  Furlow,  M.D.,  Nashville 
L.  Dean  Knoll,  M.D.,  Nashville 


per/onol  new/ 


J.  Kelley  Avery,  M.D.,  Nashville,  has  been  appointed 
by  the  Governor  to  serve  on  the  Licensing  Board  for 
Health  Care  Facilities.  Dr.  Avery,  a past  president  of 
TMA  and  formerly  medical  director  for  SVMIC,  is  the 
medical  director  for  ambulatory-outpatient  services  at 
St.  Thomas  Hospital,  where  he  also  serves  as  the  med- 
ical director  for  continuing  education. 

Danny  W.  Futrell,  M.D.,  Clarksville,  has  been  certi- 
fied as  a Diplomate  of  the  American  Board  of  Pedi- 
atrics. 

John  H.  Grant  Jr.,  TMA  Director  of  Education  and 
Meeting  Services,  has  earned  the  Certified  Association 
Executive  (CAE)  designation  of  the  American  Society 
of  Association  Executives  (ASAE). 

Frank  Pennington,  M.D.,  Jackson,  has  been  inducted 
as  a Fellow  of  the  American  Academy  of  Facial  Plastic 
and  Reconstructive  Surgery. 


TMA  Members  Receive 
AMA  Physician’s  Recognition  Award 

Nineteen  TMA  members  qualified  for  the 
AMA  Physician's  Recognition  Award  during 
September  1987. 

To  qualify  for  the  PRA,  a minimum  of  150 
hours  of  continuing  medical  education  must  be 
earned  over  a three-year  period;  60  of  these 
hours  must  be  Category  1. 

This  list  does  not  include  members  who  re- 
side in  other  states.  Names  of  additional  PRA 
recipients  will  be  published  as  they  are  received 
from  AMA. 

Edward  P.  Caldwell,  M.D.,  Memphis 
Michael  S.  Cardwell,  M.D.,  Brentwood 
Thomas  H.  Curtis,  M.D.,  Chattanooga 
Robert  Diez  D'Aux,  M.D.,  Greeneville 
Harry  Friedman , M.D.,  Memphis 
Conrad  L.  Grabeel,  M.D.,  Knoxville 
Joel  T.  Hargrove,  M.D.,  Columbia 
George  J.  Heard,  M.D.,  Columbia 
Richard  A.  Krause,  M.D.,  Chattanooga 
Frank  London,  M.D.,  Knoxville 
Herbert  J.  Michals,  M.D.,  Kingsport 
Augustus  L.  Middleton,  M.D.,  Jackson 
Frances  K.  Patterson,  M.D.,  Knoxville 
Michael  S.  Pippin,  M.D.,  Nashville 
James  A.  Pitcock,  M.D.,  Memphis 
Richard  J . Sanders,  M.D.,  Madison 
Robert  A.  Valosik,  M.D.,  Nashville 
Ann  O.  Wehr,  M.D.,  Nashville 
Robert  H.  Williams,  M.D.,  Chattanooga 


George  A.  Zirkle,  M.D.,  Knoxville,  has  been  named 
Pediatrician  of  the  Year  by  the  Tennessee  Pediatric 
Society.  Dr.  Zirkle,  a past  president  of  TMA,  has  been 
in  active  pediatric  practice  for  37  years,  and  has  con- 
tributed greatly  to  his  profession  on  the  local,  state, 
and  national  levels. 

The  following  TMA  members  have  been  certified  as 
Diplomates  of  the  American  Board  of  Family  Practice; 
Kelly  Ballard,  M.D.,  Jackson,  and  Claude  Bridges, 
M.D.,  Dyer. 

The  following  TMA  members  have  been  honored  by 
the  American  Academy  of  Family  Physicians  in  rec- 
ognition of  their  long  periods  of  continued  member- 
ship in  the  Academy:  Sam  Luton,  M.D.,  Clarksville, 
25  years;  and  Marvin  M.  Nathan,  M.D.,  Chattanooga, 
35  years. 
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announcement/ 


Charlie  Cato  Added  to  TMA  Staff 


CALENDAR  OF  MEETINGS 


NATIONAL 


Jan.  10-13 

Inter-American  Society  for  Chemother- 
apy— Clearwater,  Fla. 

Jan.  18-24 

Southern  Clinical  Neurological  Society — Fort 
Myers,  Fla. 

Feb.  1-3 

Southeastern  Surgical  Congress — Lake 
Buena  Vista,  Fla. 

Feb.  2 

American  Association  of  Psychiatric  Serv- 
ices for  Children — San  Antonio,  Tex. 

Feb.  3-5 

Southern  Society  for  Pediatric  Research — 
Hyatt  Regency  Hotel,  New  Orleans 

Feb.  7 

American  Orthopaedic  Foot  and  Ankle  So- 
ciety— Atlanta 

Feb.  11-13 

Society  of  University  Surgeons — San  Anto- 
nio, Tex. 

Feb.  15-19 

Society  of  Toxicology — Dallas 

Feb.  17-21 

American  College  of  Psychiatrists — Tucson 

Feb.  18-21 

American  College  of  Cryosurgery — New 
Orleans 

Feb.  27- 

North  American  Trauma  Association— 

March  5 

Snowmass  Village,  Colo. 

Feb.  28- 

Society  of  Air  Force  Physicians — La  Man- 

March 2 

sion  Del  Rio  on  the  Riverwalk,  San  Anto- 
nio, Tex. 

Feb.  28- 

United  States  and  Canadian  Academy  of 

March  4 

Pathology — Washington  Hilton,  Washing- 
ton, D.C. 

TMA  Executive  Direc- 
tor L.  Hadley  Williams  has 
announced  the  appoint- 
ment of  Charles  W.  Cato, 

II  as  TMA’s  Director  of 
Legislative  and  Govern- 
mental Affairs.  Mr.  Cato 
joins  the  TMA  having  for- 
merly served  as  corporate 
counsel  for  the  Tennessee 
Hospital  Association.  Prior 
to  his  THA  position,  he 
held  various  positions  on  staff  in  the  Tennessee  Gen- 
eral Assembly,  he  served  as  administrative  assistant  to 
the  Senate  Minority  Leader,  and  he  was  an  employee 
in  the  office  of  the  Chief  Clerk  of  the  Senate. 

In  addition  to  his  broad  legislative  experience, 
Charlie  was  engaged  in  the  general  practice  of  law  for 
three  years  after  receiving  his  doctor  of  jurisprudence 
degree  from  Vanderbilt  University  in  1979  and  admis- 
sion to  the  bar  in  1980. 

Cato  graduated  from  Southwestern  in  Memphis  with 
a bachelor  of  science  degree  in  economics  in  1976.  In 
addition  to  his  legal  training,  he  has  passed  the  CPA 
examination  and  anticipates  being  licensed  in  Tennes- 
see upon  satisfaction  of  the  experience  requirement. 

Charlie  is  married  to  the  .ormer  Merry  Lynn  Dos- 
ter  of  Lookout  Mountain,  and  is  the  father  of  one  son, 
Chase,  age  6 months. 


The  Dodson  Dividend  Plan 

promoting  savings  and  service  on 
workers'  compensation  insurance 

has  been  approved  by 

Tennessee  Medical  Association 

since  1978. 

A dividend  of  35%  of  premium 
was  returned  in  1987 
to  those  participating  in  the  Flan. 

It  can  work  for  you  too  . . . call  direct  marketing  today! 

800-821-3760 

PODS O N GROU P 

9201  State  Line  Road,  Kansas  City,  Missouri  64114 
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Highlights  of  the  TMA  Board  of  Trustees  Meeting 

October  11,  1987 


The  following  is  a summary  of  the  major  actions  taken  by  the  Board  of  Trustees  of  the  Tennessee  Medical 
Association  at  its  regular  fourth  quarter  meeting  at  TMA  Headquarters  in  Nashville  on  Oct.  11.  1987. 


Establishment  of  a Trauma 
System  in  Tennessee 

THE  BOARD: 

Voted  to  go  on  record  as  supporting  efforts  to  develop  a trauma  system 
throughout  the  state  and  the  Emergency  Medical  Services  Committee's  recom- 
mendation that  such  a system  follow  the  guidelines  established  by  the  Ameri- 
can College  of  Surgeons. 

Committee  on  Mental  Health 

Voted  to  draft  legislation  to  change  the  Tennessee  statute  regarding  commit- 
ment of  incompetent  patients  to  include  the  seriously  ill  psychiatric  patient. 
The  Board  also  agreed  that  the  Mental  Health  Committee  should  draft  such 
legislation  if  the  Commissioner  of  Mental  Health  and  Mental  Retardation  does 
not  seek  to  repeal  existing  law  by  July  1,  1990. 

Conference  on  Drug 
Prescribing  Environment 

Voted  to  request  the  Tennessee  Academy  of  Family  Physicians  to  consider 
sponsoring  a conference  on  the  Drug  Prescribing  Environment  during  their 
1988  fall  meeting,  along  with  other  medical  specialty  societies  as  appropriate. 

Rural  Health  Committee 

Received  a report  from  the  Rural  Health  Committee  regarding  the  25th  annual 
Rural  Health  Conference,  conducted  Oct.  7-8,  1987.  Almost  500  people  at- 
tended, representing  41  Tennessee  counties. 

Committee  on  Continuing 
Medical  Education 

Received  a report  from  the  Committee  on  Continuing  Medical  Education  that 
the  Accreditation  Council  for  Continuing  Medical  Education  Committee  on 
Review  and  Recognition  will  likely  accredit  TMA  for  another  six  years. 

Impaired  Physician  Program 

Voted  to  renew  the  contract  of  Dr.  David  Dodd.  TMA’s  medical  director  for 
the  Impaired  Physician  Program,  for  another  year. 

State  Council  for  Promotion 
of  Health 

Voted  to  support  a concept  proposed  by  the  State  Athletic  Trainers  Associa- 
tion for  development  of  a state  Council  on  Health  and  Fitness. 

Ad  Hoc  Committee  on  Young 
Physicians  Section 

Voted  to  approve  funding  for  a survey  of  young  physicians  in  Tennessee.  Sur- 
vey data  will  be  reviewed  by  the  Board  prior  to  developing  a recommendation 
on  whether  or  not  a young  physicians  section  should  be  formed  within  TMA. 

CME  Program  Recognition 

Voted  to  provide  a certificate  or  plaque  to  those  institutions  accredited  by  the 
TMA  for  continuing  medical  education. 

Annual  Meeting  Exhibits 

Approved  recommended  changes  to  the  format  of  TMA  Annual  Meeting  Ex- 
hibits of  products  and  services  to  include  additional  food  and  beverage  func- 
tions. 

Scientific  Affairs  Committee 

Voted  to  authorize  the  Scientific  Affairs  Committee  to  determine  an  appropri- 
ate reinstatement  fee  to  be  charged  to  those  medical  specialty  societies  that 
fail  to  complete  the  required  program  evaluation  for  those  programs  receiving 
Category  1 CME  credit. 

Crippled  Children’s  Services 

Decided  to  submit  the  names  of  Drs.  Lewis  Cosby,  Johnson  City,  Timothy  W. 
Thurston,  Maryville,  and  Robert  L.  Barnes,  III,  Knoxville,  for  consideration 
for  appointment  to  the  state  Crippled  Children’s  Services  Committee. 

Medicaid  Medical  Care 
Advisory  Committee 

Decided  to  submit  the  names  of  Drs.  Edward  W.  Reed,  Memphis,  Luthur  A. 
Beazley,  Jr.,  Nashville,  and  Marvin  G.  Gregory,  Jr.,  Nashville,  for  considera- 
tion for  appointment  to  the  Medicaid  Medical  Care  Advisory  Committee. 

Medicaid  Formulary 
Advisory  Committee 

Decided  to  submit  the  names  of  Drs.  Steven  Schillig,  Nashville,  Claude  H. 
Workman,  Jr.,  Memphis,  and  Cecil  E.  Russell.  Jr.,  Powell,  for  consideration 
for  appointment  to  the  Medicaid  Formulary  Advisory  Committee. 

1988  Proposed  Budget 

Accepted  the  TMA  Finance  Committee's  recommendation  and  approved  a 
proposed  1988  budget  of  $1,424,000.  / 
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TfflA 


continuing  medical 
education  opportunltie/ 


The  continuing  medical  education  accreditation  program  of 
the  TMA  has  full  approval  by  the  Accreditation  Council  for 
Continuing  Medical  Education.  An  accredited  institution  or 
organization  may  designate  for  Category  l credit  toward  the 
AM  A Physician's  Recognition  Award  those  CME  activities  that 
meet  appropriate  guidelines.  If  vou  wish  information  as  to  how 
your  hospital  max  receive  accreditation , write:  Director  of 
Continuing  Medical  Education , Tennessee  Medical  Associa- 
tion. 112  Louise  Ave..  Nashville.  TN  37203. 


IMPORTANT  NOTICE 

Published  in  this  section  are  all  educational  opportunities  which  come  to 
our  attention  which  might  be  of  interest  to  our  membership.  As  some  of 
these  are  very  long,  full  year  schedules,  and  others  are  detailed  descrip- 
tions of  courses,  in  order  to  conserve  space,  most  of  them  will  be  pub- 
lished in  only  one  issue  of  the  journal. 


IN  TENNESSEE 


VANDERBILT  UNIVERSITY 
Clinical  Training  Program 

Opportunities  for  advanced  clinical  education  for  physi- 
cians in  various  subspecialties  have  been  developed  by  the 
School  of  Medicine  and  the  Division  of  Continuing  Educa- 
tion of  Vanderbilt  University.  The  practicing  physician,  with 
the  guidance  of  the  faculty  from  the  participating  depart- 
ment, can  plan  an  individualized  program  of  one  to  four  weeks 
to  meet  recognized  needs  and  interests.  The  experience  may 
include  contact  with  patients;  interaction  with  clinical  and  full- 
time faculty,  housestaff,  and  fellows;  participation  in  clinical 
rounds  and  diagnostic  procedures.  There  is  access  to  the 
Medical  Center  Library  with  excellent  resources.  Experience 
in  more  than  one  discipline  may  be  included  if  time  permits. 

Eligibility:  Licensed  physicians  in  active  practice  are  eligible 
to  apply.  Credit:  AMA  Physician’s  Recognition  Award  (Cat- 
egory 1)  and/or  A AFP  Continuing  Education  Accreditation. 
Application:  For  information  and  an  application  contact  Mar- 
ilyn D’Asaro,  Division  of  Continuing  Medical  Education, 
Vanderbilt  University  School  of  Medicine,  CCC-5326  MCN, 
Nashville,  TN  37232,  Tel.  (615)  322-4030. 


Continuing  Education  Schedule 


Jan.  30-Feb.  5 

Feb.  13-19 

Feb.  13-19 

March  5 
March  12-19 

March  17-18 

March  28-29 

April  22-23 


Advances  in  Medicine — Snowmass  Village, 
Colo. 

Advances  in  Infertility  and  Reproductive 
Endocrinology — Snowmass  Village,  Colo. 
Practical  Aspects  of  Diagnostic  Radiology/ 
Medical  Imaging — Snowmass  Village,  Colo. 
Early  Intervention  in  Acute  MI 
The  Spine:  Current  Concepts — Maui,  Ha- 
waii 

6th  Annual  Tennessee  Conference  on  Peri- 
natal and  Neonatal  Care 
Tissue-Integrated  Prostheses:  Aspects  of  the 
Prosthodontic  Part 

Annual  Barney  Brooks  Lecture  and  the  H. 
William  Scott  Society 


May  6-15 

May  17-22 
May  27-28 
June  9-10 
June  15-19 

July  18-22 


Diving  Medicine  1988:  Medicine  in  the 
Aquatic  Environment — Fiji 
5th  Annual  Family  Medicine  Review 
11th  Annual  Sonography  Symposium 
2nd  Annual  Neonatology  Conference 
Contemporary  Medical  Imaging  V — Destin, 
Fla. 

11th  Annual  Contemporary  Clinical  Neurol- 
ogy— Hilton  Head  Island,  S.C. 


For  information  contact  Division  of  Continuing  Medical 
Education,  Vanderbilt  University  School  of  Medicine,  CCC- 
5326  MCN,  Nashville,  TN  37232,  Tel.  (615)  322-4030. 


MEHARRY  MEDICAL  COLLEGE 
Extended  Continuing  Education  Program 

Arrangements  have  been  made  with  the  following  services 
and  departments  in  the  medical  school  to  allow  practicing 
physicians  to  participate  in  that  service’s  activities  for  a peri- 
od of  one  day  to  one  week.  This  program  provides  an  oppor- 
tunity for  physicians  to  study  in  depth  for  a specified  period. 
The  schedule  of  activities  is  individualized  in  response  to  the 
physician’s  request  by  the  participating  department.  The  ex- 
perience includes  conferences,  ward  rounds,  audiovisual  ma- 
terials and  contact  with  patients,  residents,  and  faculty. 

Fee:  $75  per  day  or  $275  per  five  day  week  of  educational 
experience  including  lunch  and  parking  at  Meharry  Medical 
College.  Credit:  AMA  Category  1 of  the  Physician’s  Recog- 
nition Award,  AAFP,  American  Academy  of  Family  Physi- 
cians and  Continuing  Education  Units  from  Meharry  Medical 
College.  Application:  For  information  contact  Dr.  Henry  A. 
Moses,  Ph.D.,  Director  of  Continuing  Education,  Meharry 
Medical  College,  1005  D.B.  Todd  Boulevard,  Nashville,  TN 
37208,  Tel.  (615)  327-6235. 

Continuing  Education  Schedule 

Jan.  12-15  The  Scientific  and  Clinical  Basis  of  Bio- 
therapy in  Malignant  Diseases — Franklin, 
Tenn.  Credit:  28  hours  AMA  Category  1. 
Fee:  $500. 

For  information  contact  Rosalie  Avent,  Biological  Ther- 
apy Institute,  Hospital  Drive,  Franklin,  TN  37064,  Tel.  (615) 
790-7535. 


UNIVERSITY  OF  TENNESSEE 


Continuing  Education  Schedule 


Jan.  24-31 
Feb.  17-20 
Feb.  21-26 


Feb.  27-28 
March  3-6 
March  10-11 


Memphis 

Medicine  Review  ’88 
Surgical  Treatment  of  Obesity 
Update  on  Genetics,  Reproductive  Endocri- 
nology and  High  Risk  Pregnancy — Grand 
Cayman  Isl. , B.W.I. 

Radiology 

Pediatric  Critical  Care 

Primary  Prevention:  Psychopathology 
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1987  MEMBERSHIP  ROSTER 
TENNESSEE  MEDICAL  ASSOCIATION 

An  alphabetical  listing  of  members  of  the  Tennessee  Medical  Association  by  county  medical  society 
is  published  as  a service  to  the  membership.  An  asterisk  (*)  denotes  physicians  exempt  from  dues. 

A dash  ( — ) denotes  a student  member. 


BEDFORD  COUNTY  MEDICAL  SOCIETY 

BARNES,  OUNALO  P,  SHELBYVILLE 
BEAVERS,  LANA  SHARON,  SHELBYVILLE 

♦ CHAMBERS,  WALLACE  LEE,  SHELBYVILLE 

♦ COOPER,  ALBERT  LEE,  SHELBYVILLE 
OERRYBERRY,  JOHN  S,  SHELBYVILLE 

♦ FARRAR,  TAYLOR,  SHELBYVILLE 
FELDHAUS,  JOSEPH  H,  SHELBYVILLE 
JAYAKODY,  FRANK  LORENZ,  SHELBYVILLE 
JOHNSON,  SUE  PAINE  WELCH,  SHELBYVILLE 
HAGNUSON,  CAROL  LENT,  SHELBYVILLE 
NELSON,  OANNY  LEE,  SHELBYVILLE 

♦ MOULDER,  GRACE  E,  SHELBYVILLE 
OwNBY,  FREO  OILLARO,  BELL  BUCKLE 
RICH,  EARL  FREEMAN,  SHELBYVILLE 
RICHARCS,  AUBREY  THOS,  SHELBYVILLE 

♦ ROGERS,  BE  N J CARL,  SHELBYVILLE 
SELLS  JR,  SAMUEL  P,  SHELBYVILLE 
SHUTE,  ANNE  MARIE,  SHELBYVILLE 
STIMPSON,  CHARLES  L,  SHELBYVILLE 
STUBBLEFIELD,  CARL  THOS,  SHELBYVILLE 
WOMACK,  SARA,  SHELBYVILLE 

BENTON-HUMPHREYS  COUNTY 
MEDICAL  SOCIETY 

ALI,  MAYSUON  SHOCAIR,  WAVERLY 
ALI,  SUBHI  QAWUO  SUBOH,  WAVERLY 
BLACKBURN,  WM  H,  CANOEN 
BLANTON,  HAROLD  L,  COURTLANU,  AL 
BOURNE  JR,  RUBERT  I,  CAMOEN 
8UTTERW0RTH,  JOE  S,  CAMUEN 
HAMM,  EMILE  V,  JASPER 
HARTLEY,  MARK  F,  WAVERLY 
MCCLURE,  WALLACE  JOE,  WAVERLY 
SKELTON,  M ANGELA,  WAVERLY 
STONE,  RICHARO  A,  WAVERLY 
WALKER,  ARTHUR  WINFREY,  WAVERLY 

BLOUNT  COUNTY  MEDICAL  SOCIETY 

AGEE,  OLIVER  KING,  MARYVILLE 
BEARD,  MARVIN  ROBISON,  MARYVILLE 
BELL,  W KEN,  MARYVILLE 
BLANKS,  BILLY  HARRELL,  MARYVILLE 
BOLLINGER  JR,  JOHN  A,  MARYVILLE 
BOWEN,  JOHN  H,  MARYVILLE 
BURKHART,  PATRICK  H,  MARYVILLE 
CALLAWAY  JR,  HENRY  A,  MARYVILLE 
CALLAWAY,  JAMES  MILLER,  MARYVILLE 
CHRISTOFFERSON,  JAMES  W,  MARYVILLE 
CLINE,  KIM,  LENOIR  CITY 
CLINE,  RICHARD,  MARYVILLE 
COLEMAN,  CHERYL  E,  MARYVILLE 
COWAN,  JOHN  OAVIO,  MARYVILLE 
CROWDER,  CLAY  G,  MARYVILLE 
DORR,  DAVID  C,  KNOXVILLE 
ELLINGTON,  ERIC  PATRICK,  MARYVILLE 
ELLIOTT,  WM  EARL,  MARYVILLE 
ELMORE,  DALE  B,  MARYVILLE 
EVANS,  SAMUEL  D,  MARYVILLE 
FARRA,  FRED  T,  MARYVILLE 
FINNEY  JR,  RAYMOND  A,  MARYVILLE 
FLICKINGER,  TEO  LAWRENCE,  MARYVILLE 
GALLAGHER,  MICHAEL  P,  MARYVILLE 
GREEN,  BRUCE  QUINTON,  LOUISVILLE 
HARALSON  III,  ROBT  HATTON,  MARYVILLE 

♦ HARALSON  JR,  ROBT  H,  MARYVILLE 
HATFIELD,  CHAS  NEWMAN,  MARYVILLE 
HAUN  JR,  LOUIS  EUGENE,  MARYVILLE 
HE  I NY , JEROME  JAMES,  MARYVILLE 
HENDERSON  JR,  JOS  S,  ALCOA 

♦ HENRY,  JAMES  SPENCER,  ALCOA 
HOFFMANN,  PAUL  WILFRIEO,  MARYVILLE 
HOLDER,  JAMES  THOS,  MARYVILLE 
HOLMES,  GREGORY  M,  MARYVILLE 
HOWARD,  CECIL  B,  MARYVILLE 
HUFFMAN,  JOHN  RAYMOND,  MARYVILLE 
INGRAM  III,  JOHN  JACKSON,  MARYVILLE 
ISBELL  JR,  HOMER  L,  MARYVILLE 
JACKSON,  RICHARD  EVAN,  MARYVILLE 
JARVIS,  S CRAIG,  MARYVILLE 
JENKINS,  B AS  I A IRENE  M,  KNOXVILLE 
KAMPERMAN,  COLIN  LEE,  ALCOA 
KIEFER,  STEPHEN  K,  MARYVILLE 
KINTNER,  ELGIN  P,  MARYVILLE 

♦ LAMBETH,  S AML  S,  MARYVILLE 
LAUGHMILLER,  ROY  W,  MARYVILLE 

♦ LENTZ,  JULIAN  C,  FAYETTEVILLE,  NC 
LEYEN,  ROBT  F,  MARYVILLE 
HANDRELL,  JOE  THOS,  ALCOA 
HARMON,  KENNETH  WALOU,  MARYVILLE 
NCAHIS,  JOHN  CARL,  MARYVILLE 
HCCROSKEY,  DAVID  L,  MARYVILLE 
MCKINNON  JR,  NORMAN  A,  MARYVILLE 
HILLARD,  JAMES  HENRY,  MARYVILLE 
HINNICH,  THOMAS  E,  FRIEN0SV1LLE 


MOHON , RICKY  T,  MARYVILLE 
MOORE,  WILLIAM  R,  MARYVILLE 
MYNATT,  RICHARO  J,  TUWNSEND 
NELSON,  HENRY  SPERRY,  MARYVILLE 
PERSHING,  STEPHEN  D,  MARYVILLE 
PETERSON,  MARVIN  DEAN,  MARYVILLE 

* PHELAN,  JACK  STANISLAUS,  MARYVILLE 
PITTEKGEK,  JOHN,  MARYVILLE 
PROFFITT,  JAMtS  NICHOLAS,  MARYVILLE 
PROFFITT,  ROBT  DAVID,  MARYVILLE 

* RAMSEY,  BAINARD  PERCY,  MARYVILLE 
RAPEK.  CHaS  ALLEN,  MARYVILLE 
RICCIARDI,  JAMES  EDWARD,  MARYVILLE 
ROBERTS  JR,  JACK  T,  MARYVILLE 
RUMANS,  ALLAN,  MARYVILLE 

SEATON,  RUBERT  w,  MARYVILLE 
SIMPSON  JR,  OSCAR  L,  MARYVILLE 
SMALLEY  JR,  J BRYAN,  MARYVILLE 
SHUCKLFR , ALAN  LEE,  MARYVILLE 
SQMREKV ILLE  JR,  LEWIS  C,  MARYVILLE 
THOMPSON,  BRYAN  BROOKS,  MARYVILLE 
THURSTON,  TIMOTHY  WM,  MARYVILLF 
TUL HURST , GEORGE  F,  MARYVILLE 
TREKELL,  MELISSA  E,  MARYVILLE 
VALENTINE,  RUBERT  S,  MARYVILLE 
VANDERGR IFF , HARRIS  T,  MARYVILLE 
wEATHERBEE,  TAYLOR  CARSON,  MARYVILLE 
HERB,  JOHN  V,  MARYVILLE 
WHITE,  RICHARD  H,  "ARYVIlLE 
YARBOROUGH,  JDHN  A,  MARYVILLE 

BRADLEY  COUNTY  MEDICAL  SOCIETY 

ALDRICH,  WM  T,  CLEVELAND 
ANDERSON,  DAVID,  CLEVELAND 
APPLING,  JOHN  MORGAN,  CLEVELAND 
ARNOLD  JR,  CHaS  w.M,  CLEVELAND 

* BATCHELOR,  MARVIN  R,  CLEVELAND 
BEASLEY,  R08ERT  ALAN,  CLEVELAND 
BENTON  III,  ULIVtR,  CLEVELAND 
BESING,  JUHN  WM,  CLEVELAND 
BOWERS,  WILLIAM  U,  CLEVELAND 
BREWER,  RANDALL  J,  CLEVELAND 
BRYAN,  JOHN  MILTON,  CLEVELAND 
BYERS,  GLEN  MARSH,  CLEVELAND 
BYRD,  JACK,  CLEVELAND 

8ZIK,  PETER,  CLEVELAND 
CHAFFIN,  DAVID  C,  CLEVELAND 
CHAMBERS,  JOHN  WALLACE,  CLEVELAND 
CHASTAIN  JR,  CHALMER,  CLEVELAND 
CHASTAIN,  ALLAN  CHALMER,  CLEVELAND 
CHASTAIN,  KENT,  CLEVELAND 
CLARK,  MARC  LEWIS,  CLEVELAND 
COFER,  ROBT  HARRISON,  CLEVELAND 
COLEMAN,  RONALO  S,  CLEVELAND 
COLLINS,  LARRY  C,  CLEVELAND 
DAUBNER,  ELIZABETH  ALLEN,  CLEVELAND 
DAUBNER,  MICHAEL  ALAN,  CLEVELAND 
OEVANE,  JERRY,  CLEVELAND 
DEVANE,  JU  LEE,  CLEVELAND 
OULL,  ROBERT,  BENTON 
DUNCAN,  EDDIE  NORRIS,  CLEVELAND 
FORD,  CENNIS  CLIFFORD,  CLEVELAND 
GIBSON,  DUNALU  BAKER.  CLEVELAND 
GOLDMAN,  MAURICE  S A ML , CLEVELAND 
GRAFTCN  JR,  EDWIN  G,  CLEVELAND 
HAMBY,  DONALD  LYNN,  CLEVELAND 
HAMILTON,  HOWARD  KEN,  CLEVELAND 
HARTING,  DUN  C,  CLEVELAND 
HUGHES,  CHAS  RICHARD,  CLEVELAND 
JOHNSON  JK,  WM  FRANK,  CLEVELAND 
JOHNSON,  UANItL  V,  CLEVELAND 
JOHNSON,  WM  W,  CLEVELAND 
JONES  JR,  FRANK  KELLEY,  CLEVELAND 
KIM,  STEVEN,  CLEVELAND 
KIMBALL,  CECIL  HARRY,  CLEVELAND 
KNABB,  JAMES,  CLEVELAND 
KNIGHT,  C DEwAYNE,  CLEVELAND 
KYLE  JR,  CLYDE  A,  CLEVELAND 
LEE,  WM  REECE,  CUPPERHILL 
LEISY,  MARILYN,  CLEVELAND 

* LOWE,  JAMES  CECIL,  CLEVELAND 
MCKINNEY  JR,  EDWARD  D,  CLEVELAND 
MCNULTY,  JOHN  STEPHEN,  CLEVELAND 
MITCHELL,  HAYS,  CLEVELAND 
MONNIG,  JACK  ANTHONY,  CLEVELAND 
MURPHY,  BILL  H,  CLEVELAND 
MURPHY,  JOHN  ALLEN,  CLEVELAND 
MUTHS,  FREDERICK  A,  CLEVELAND 
NEWTON,  NICHOLAS,  CLEVELAND 
OBERG,  RICHARO,  CLEVELAND 
OZAWA,  T TED,  CLEVELAND 
PIERCE,  E HARRIS,  CLEVELAND 
POWELL,  JOHN  MANLEY,  CLEVELAND 
PROFFITT,  WM  I,  CLEVELAND 
ROBINSON,  DONALD  EDWIN,  CLEVELAND 
ROGNESS,  JOHN  A,  CLEVELAND 

ROMA  I NE , CHAS  BOYD,  CLEVELAND 


SCRUGGS,  FENTUN  LE  F , CLEVELAND 
SHOEMAKER.  KENNfcTri  E,  CLEVELAND 

* SMITH,  WM  R,  HILTON  HEAD  IS,  SC 
SNODDY,  JANET  ELIZABETh,  CLEVELAND 
STANDRICGE,  JOHN  B,  CLEVELAND 
STONE,  JAMES  PATTERSON,  CLEVELAND 
SWART  JR,  EDWIN  GIFFURO.  CLEVELAND 
TAYLOR,  OwEN  C,  CLEVELAND 
ThURMAN,  JAMES  ROBT,  CLEVELAND 
TILSON,  FORREST  BLAIN,  CLEVELAND 
VANCE,  DANIEL  B,  CLEVELAND 
YUUNGER,  CLYUt  P,  CLEVELANU 

BUFFALO  RIVER  VALLEY  MEDICAL  SOCIETY 

ALOFRSON,  CHAS  MALCOLM,  PARSONS 
ANAND,  VEENA,  HUHFNWALD 
ANAND,  V 1 RENDER,  HOHENwALD 
AVERETT,  STEPHEN  L,  LINDEN 
BAROEN,  LEROY  F,  LINDEN 

* BLENDER,  wlLLIAM,  LINDEN 

* COLEMAN,  ROBT  M,  MUrFREESBORU 

* COOK,  WILLIAM  N,  P R I M M SPRINGS 
ELROD,  PARKER  OAVID,  CENTERVILLE 
FOSNES,  JEFFREY  CARL,  CENTERVILLE 
HOLLADAY,  BERTIE  L,  CENTERVILLE 
TURNER  JR,  GUKOON  H,  LINDEN 

CAMPBELL  COUNTY  MEDICAL  SOCIETY 

BURRELL,  JOHN  S,  LAKE  CITY 
CLINF  JR,  ELIJAH  GRADY,  LAFOLLFTTE 
CUHEN,  ThOS  LEONARD,  LAEOLLETTE 
C8UTCFF  1EL0 , JAMtS  DONALD,  LAFOLLETTe 
DAY,  GEORGE  LOUIS,  HARROGATE 
FARRIS,  JA-FS  CLARENCE,  LAFULLETTE 
GILES,  JAMES  W,  LAFOLLETTE 
HALL  III,  RONALD  DAKER,  LAFULLFTTE 
HARTMAN,  RONALD  D,  JELLICC 
HwANG,  LI-MIN,  LAFOLLETTE 
ISHAM,  CHARLtS  AUBREY,  LAFOLLETTE 
JONES,  JOHN  K,  CURBIN,  KY 
LILLIBRIDGE,  SCOTT  R,  JELLICU 

» PRATER,  CHAS  ALVIN,  JELLICC 

* SEARGEANT  JR,  LEE  JESS,  LAFOLLETTE 
SHIE,  YIU-EEL,  LAFOLLETTE 
STAFFORD,  WILLIAM  LFwIS,  JELLICO 
THOMPSON,  GEU  STANLEY,  HARROGATE 
WALKER,  JESSE  LEE,  JELLICC 
wILKFNS,  CHAS  HFNRY,  JFLLICU 
WOOD,  BURGIN  HENRY,  LAEOLLETTE 

CARTER  COUNTY  MEDICAL  SOCIETY 

ARCHIE,  DaVIU  S,  JOHNSON  CITY 
BASSAL,  ALY  A,  ELIZABETHTON 
BRONSON,  S MARTIN,  FLIZABETHTON 
BURIK,  NICHOLAS  P,  FLIZABETHTON 
CAUDLE,  SCOTT  OKRlNA,  ELIZABETHTUN 
CHAMBERS,  GARY  R,  ELIZABETHTON 
CRAIG,  JAMES  P,  ELIZAHE  THTON 
CRUZ  JR,  TEODOR  ICO  P,  FLIZABETHTON 
OAVIS,  FLU  YD , BLOWING  RUCK,  NC 
GALLAEER,  RICHARD  GRANT,  ELIZABETHTON 
GALLOwAY,  RICHARD  EUGENE,  ELIZABETHTUN 
GASTINEAU,  JERRY  LEE,  ELIZABETHTON 
GRINDSTAEF,  RUBERT  E,  JUHNSON  CITY 
HERRIN,  C ROMAR,  JOhNSON  CITY 
HOPLANO,  ARNULD  U,  ELIZABETHTON 
LAING,  BRENT  0,  ELIZABETHTON 
MARTIN  JR,  RIlARUU  S,  ELIZABETHTUN 
MAY,  FlOYU  E,  ELIZABETHTON 
MAY,  W JOYCE,  ELIZABETHTON 

« PEARSCN,  ELMER  TYLER,  ELIZABETHTUN 
PERRY,  EOGAR  EUGENE,  ELIZABETHTON 
SLAGLE,  DAVIU  J,  ELIZABETHTUN 
TAYLOR,  TEUFUKQ  STEVE,  ELIZABETHTON 
WALTER,  RUBERT  E,  ELIZABETHTON 
WELLS,  CHARLES  J,  ELIZABETHTON 

CHATTANOOGA-HAMILTON  COUNTY 
MEDICAL  SOCIETY 

ABELL,  JAMFS  E,  CHATTANOOGA 
ABRAMSON,  JEROME  H,  CHATTANOOGA 

« ADAMS  JR,  JOHN  W,  CHATTANOOGA 

ADCOCK,  CHARLES  R,  SUUTH  PITTSBURG 
AIKEN,  MICHAEL  M,  CHATTANCOGA 
AIKEN,  WM  PRIGMORt,  CHATTANOOGA 
AKIN,  EOGAR  DANL,  CHATTANCOGA 
ALBRITTON,  JUHN  THOS.  CHATTANOOGA 
ALLEN,  RILLY  JASON,  OOLTEWAH 
ALLEN,  GEORGE  E,  CHATTANOOGA 
ALLEN,  L DIANNE,  OOLTEWAH 
ALPER,  CHAS  H,  CHATTANOOGA 
ALVAREZ,  RICHARD  G.  CHATTANOUGA 

* ANDERSON,  HARRY  S,  CHATTANCOGA 
ANDERSON,  STEVEN  R,  CHATT  ANUOGA 
APYAN,  PAUL  M,  HIXSON 
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ARNOLO,  COLEMAN  LEE,  CHATTANOOGA 
ARNOLO,  IRA  L,  CHATTANOOGA 
ATKINSON,  JOS  SPROTT,  CHATTANOOGA 
AVERT,  JOEL  EUGENE,  CHATTANOOGA 
BACON,  STUART  PETER,  DAYTON 

♦ BALLARO  JR,  FRED  B,  SIGNAL  MOUNTAIN 
BANKS  JR,  WOODRUFF  A,  CHATTANOOGA 
BANKS,  S AML  LOUIS,  CHATTANOOGA 
BAREDDY,  SWARNA  K,  CHATTANOOGA 
BAREDOY,  VENKATA  R R,  CHATTANOOGA 
BARNES,  DAVID  R,  CHATTANOOGA 
BARNETT  III,  ROBERT  M,  CHATTANOOGA 
BARNETT,  FRANCES  H,  wHITWELL 
BARTLETT,  DAVID  0,  CHATTANOOGA 
BAUTISTA,  JUANCHO  C,  HIXSON 
BEAHM,  THOMAS  M,  CHATTANOOGA 
BECHARD,  DOUGLAS  L,  CHATTANOOGA 

BE  RGLUNO,  ROBERT  K,  CHATTANOOGA 
BINDER,  SA  ML  S,  CHATTANOOGA 
BISHOP,  FRANK  E,  CHATTANOOGA 

♦ BISHOP,  WM  RUSSELL,  LOOKOUT  MTN 
BLAKE,  CHAS  ALAN,  HARRISON 
BLOUNT  JR,  HENRY  C,  CHATTANOUGA 
BOATWRIGHT,  CATHERINE  A,  CHATTANOOGA 
BOATWRIGHT,  ROBT  W,  HIXSON 

BO  A 7 JR,  LONNIE  ROY,  CHATTANOOGA 
80A7,  VALERIE  A,  CHATTANOOGA 
BOEHM,  PETER  ERIC,  CHATTANOOGA 

♦ BOEHM,  WALTER  EDWARD,  CHATTANOOGA 
BOEHM,  WALTER  MICHAEL,  CHATTANOOGA 
BOISER,  ANITA  M ADR  I A , HIXSON 
BOISER,  ARISTIDES  L,  HIXSON 
BOLINGER,  JOHN  MCCALLIE,  CHATT  ANUOGA 
BONOER,  MICHAEL  IAN,  CHATTANOOGA 
BOOKOUT,  MARK  WILLIAM,  EAST  RIDGE 
BOWDEN  JR,  HARVEY  0,  CHATTANOOGA 
BOWERS  JR,  JEMISON  0,  CHATTANOOGA 
BOWERS,  ROBT  EUGENE,  CHATTANOOGA 
80WNDS , CHARLES  P,  P1KEVILLE 
BOXELL,  JOHN  FREDERICK,  CHATTANOOGA 
BRACKETT,  WM  DAVIC,  CHATTANOOGA 

♦ BRANNEN,  FRANK  S,  CHATTANOOGA 
BREMER  JR,  JOEL  LEWIS,  CHATTANOOGA 
BRICE,  CHARLES  TERRY,  CHATTANOOGA 
BRIGHT  III,  THOMAS  C,  CHATTANOOGA 
BRIM1,  JOHN  BENJ,  HIXSON 
BROADSTONE,  PAUL  A,  CHATTANOUGA 
BROOKSBANK,  RONALD  C,  CHATTANOOGA 
BROWN,  HOWARD  A,  CHATTANOOGA 
BROWN,  HUGH  P,  CHATTANOOGA 
BROWN,  NEIL  CHAS,  CHATTANOOGA 
BRYANT,  JOHN  FRANK,  CHATTANOOGA 
BUCHANAN  JR,  THOS  F,  CHATTANOOGA 
BUCHNER  III,  EOWARO  F,  CHATTANOOGA 
BUCHNER,  WM  FRANCIS,  CHATTANOOGA 

♦ BULLARO,  ARCH  H,  CHATTANUOGA 

♦ BURKE,  JOHN  ARTHUR,  HILTON  HEAD  ISL,  SC 
BURNS,  RANDEL  PHILLIP,  CHATTANOOGA 
BUTTRAM  JR,  wM  R,  CHATTANOOGA 
BUTTRAM,  THOS  LATHAM,  CHATTANOOGA 
BUTTRAM,  W REES,  CHATTANOOGA 

CAINE  JR,  WINSTON  P,  CHATTANOOGA 
CALDWELL,  GARY  8LAINE.  CHATTANOOGA 
CALHOUN  JR,  CALVIN  LEE,  CHATTANOOGA 
CAMPBELL,  DONALD  RUSS,  CHATTANOUGA 
CAMPBELL,  WILLIAM  O'NEAL,  CHATTANOOGA 
CANNON,  DON  ALLEN,  CHATTANOOGA 

♦ CANNON,  GtO  MARSHALL,  SIGNAL  MOUNTAIN 

♦ CANON,  MAURICE  A,  CHATTANOOGA 
CARR,  MICHAEL  GRADY,  CHATTANOOGA 
CARROLL,  RAMON  LEONARD,  CHATTANOOGA 
CAUGHRAN,  BENNETT  W,  CHATTANOOGA 
CAUGHRAN,  DONALD  G,  CHATTANOOGA 
CH'IEN,  LAWRENCE  TIEN-TSO,  CHATTANOOGA 
CHADWICK,  DAVID  AIREY,  CHATTANOOGA 
CHAMBERLAIN  II,  MORROW,  CHATTANOUGA 
CHANDLER,  LUTHER  F,  HIxSON 

CHANDRA,  CHANNAPPA,  HIXSON 

♦ CHASTAIN,  CLEO,  SAN  ANTONIO,  TX 
CHENG,  TIEN  H,  CHATTANOOGA 
CLARK,  MURRELL  0,  CHATTANCOGA 
CLEAVELANU,  CLIFTON  RANCE,  CHATTANOUGA 
CLEMENTS,  JOEL  BENJ,  CHATTANOOGA 
COODINGTON,  ROBT  CHAS,  CHATTANOOGA 
COFER,  JOSEPH  B,  CHATTANOOGA 
COLLINS,  DAVID  NEWTON,  CHATTANOUGA 
COLLINS,  JOHN  RICHARD,  CHATTANOOGA 
CONN,  ERIC  HADLEY,  CHATTANOOGA 

COOK,  THOMAS  ANDREW,  CHATTANOOGA 
COOPER,  FLOYD  C,  CHATTANOOGA 
COPELANO,  CHRISTOPHER  S,  CHATTANOOGA 
COREY  JR,  JAMES  HICKS,  CHATTANOOGA 
COX,  GEO  EDWIN,  CHATTANOOGA 
COX,  JOHN  MICHAEL,  CHATTANOOGA 
COX,  SUE  CLARKE,  CHATTANOOGA 
CRAFT,  PHIL  DOUGLAS,  CHATTANOOGA 

CRAIG,  ROBERT  E LEE,  CHATTANOOGA 
CRANWELL,  JOHN  D,  CHATTANOOGA 
CRAWLEY  JR,  JAMES  F,  CHATTANOOGA 
CRAWLEY  JR,  WILLIAM  0,  ROSSVILLE,  GA 
CREECH,  ROBERT  H,  CHATTANOOGA 
CREEL  JR,  JAMES  HEATON,  CHATTANOUGA 
CROWELL,  JOHN  M,  CHATTANOOGA 

♦ CURREY,  JOE  T,  CHATTANOOGA 
CURREY,  THOS  WOODRUFF,  CHATTANOOGA 
CURTIS,  THOS  H,  CHATTANOOGA 
DAGHLIAN,  BEDROS  D,  HIXSON 
OAHRLING  II,  BRUCE  E,  CHATTANOOGA 
DANIELL,  MALCOLM  BUTLER,  CHATTANOOGA 
DAVIDSON,  OEANNA  STARR,  CHATTANUOGA 
DAVIS  JR,  JAMES  PHILLIP,  CHATTANOOGA 


OAVIS,  CHARLES  M,  CHATTANOOGA 
DAVIS,  JAMES  WILSON,  CHATTANOOGA 
DAVIS,  JIMMY  B,  CHATTANUOGA 
DAVIS,  LARRY  w,  CHATTANOOGA 
DAVIS,  TIMOTHY  P,  CHATTANOOGA 
OE  RU I TER,  PETER  LOUIS,  CHATTANOOGA 
OEMOS,  ROBT  G,  CHATTANOOGA 
DICKINSON,  ELIZABETH  B,  CHATIANOUGA 
DICKSCN,  RICHARD  C,  CHATTANOUGA 
DODOS,  JOS  JAMES,  CHATTANOOGA 
DODSON , DAVID  BRYAN,  CHATTANOOGA 
OULAN,  PATRICK,  CHATTANOOGA 

* CUNALDSON,  RICHARD  B,  CHATTANOOGA 
DONALDSON,  RICHARD  WM,  CHATTANOOGA 
DOUGLAS,  MICHAEL,  CHATTANOOGA 
DOWELL,  WM  CURTIS,  HIXSON 
OOWLEN,  STEVEN  H,  CHATTANOOGA 
DRAKE,  JAMES  ROBT,  CHATTANOOGA 
ORAKE,  ROBERT  A,  CHATTANUOGA 
DRESSLER,  STANLEY  JAY,  CHATTANOOGA 
ORUCKER,  UAVIU  HABER,  CHATTANOOGA 
OUCKETT,  WILLIAM  0,  HIXSON 
CUFFY,  MARY  A,  CHATTANOUGA 
DUGAN,  PHILIP  JERALD,  CHATTANOOGA 
DUNCAN,  VICTOR  A,  CHATTANOOGA 
DUVOISIN,  PETER  MARC,  CHATTANOOGA 
OWYER,  WM  KNOWLES,  CHATTANOOGA 
DYER  JR,  WM  CARL,  CHATTANOOGA 
EBERLE,  DAVID  E,  CHATTANUOGA 
ELLIS,  JOHN  CLYDE,  CHATTANOOGA 
ELROO,  BRUCE  A,  FT  OGLETHORPE,  GA 
ENJETI,  SURESH,  CHATTANOOGA 
EPLEY,  JUHN  M,  CHATTANOUGA 

ESTEP,  DENNIS  PAUL,  FT  OGLETHORPE,  GA 
EVANS  JR,  HENRY  C,  SIGNAL  MOUNTAIN 
EVANS,  JOHN  THUS,  CHATTANOOGA 
EYSSEN,  JAMES  EDWARD,  CHATTANOOGA 
FAIN  III,  GUY  F,  CHATTANGOGA 
FARR,  JOHN  E,  CHATTANOOGA 
FEINBERG,  EDWARD  B,  CHATTANOOGA 
FEINTUCH,  T HE  UOORE  AKU,  CHATTANUOGA 
FEIST,  WILLIAM  E,  CHATTANOOGA 
FENNEwALU,  CLARENCE  L,  HIXSON 
FERNANDEZ  CRUZ,  PAZ  A,  CHATTANOUGA 

* FLETCHER,  RICHARD  V,  CHATTANOOGA 

« FOLEY,  JAMES  MITCHELL,  CHATTANOOGA 

* FORD,  AUGUSTUS  C,  CHATTANOOGA 
FORSYTHE,  PHILLIP  WESLEY,  SIGNAL  MOUNTAIN 

* FOWLER,  WM  RUBT,  CHATTANUOGA 
FRANK,  STUART  AMES,  CHATTANOOGA 
FRANKLIN  III,  SELMON  T,  CHATTANOOGA 
FRANKLIN,  JOHN  DAVID,  CHATTANOOGA 
FRYE  JR,  AUGUSTUS  H,  CHATTANOOGA 
GALBRAITH,  JOHN  NEIL,  CHATTANOOGA 
GANDHI,  JITENDRA  c,  CHATTANUOGA 
GAZALEH,  SHAWN,  CHATTANUOGA 

GEER,  MICHAEL.  CHATTANOOGA 

getter,  Jeffrey  w,  Chattanooga 

GEFTER,  MONICA  AVIVA  LEHER,  HIXSUN 

* GIBSON  JR,  GEU  CLIVE,  CHATTANOOGA 

« GILES  JR,  R n B T H,  SIGNAL  MOUNTAIN 

GILLEY,  EUWIN  WAYNE,  HIXSON 
GINSBERG,  JOEL  LINE,  CHATTANOOGA 
GIPSON,  BRUCE  M,  PlKtVILLE 
GLASS,  BRIAN  A,  CHATTANOUGA 

* GOLLEY,  ULAN  W,  SARASOTA,  EL 
GOODLAC,  JAMES  K,  CHATTANUOGA 
GOODMAN,  MICHAEL  wM,  SIGNAL  MOUNTAIN 
GUTHARD,  AL  WALTON,  CHATTANUOGA 
GRAHAM  III,  FRANK  P , CHATTANOOGA 
GRAVES,  CHAS  G,  DUNLAP 

GRAVES,  JOS  WILBURN,  CHATTANOOGA 

GREEN,  PATRICIA  A,  CHATTANOOGA 

GREER,  MICHAEL  SPENCER,  CHATTANOUGA 

GREFR,  wM  C,  CHATTANOOGA 

GRIMSLEY,  “ARK  S,  HIXSON 

GRISSCM,  w ALL  ACE  DOYLE,  C h A T T ANUOGA 

HACKWORTH  JR,  JOHN  BIBLE,  SOUTH  PITTSBURG 

* HAGOOU  JR,  ROBT  B,  CHATTANOUGA 
HALFEN,  ARON,  CHATTANOOGA 
HALL,  DAVIO  PARKS,  CHATTANOOGA 
HAMMOCK,  MARY  CANNON,  CHATTANOOGA 
HA«PTON  III,  FOSTER  T,  BAINRIOGE,  GA 
HANKINS,  JORDAN  HENRY,  OMAHA,  NE 
HANKINS,  KATHERINE  S,  OMAHA,  NE 
HAREN,  VINCENI  JAMES,  CHATTANOOGA 
HARNSBERGER,  BENJ  DANE,  CHATTANOOGA 

* HARRISON,  ELLIOTT  E,  VENICE,  FL 
HARVEY,  HATHAWAY  K,  CHATTANOOGA 
HASKINS,  OREWRY  EOGAR,  RINGGULD,  GA 
HAVRON  JR,  WILLIAM  S,  CHATTANOOGA 

* HAVRON,  JAMES  BLACKMAN,  SOUTH  PITTSBURG 
HAWKINS,  CHAS  W,  CHATTANUOGA 
HAWKINS,  GUSSIE  E,  CHATTANOOGA 
HAWKINS,  J HENRY,  CHATTANOOGA 
HAWKINS,  PAUL  EDISON,  HIXSON 
HAWKINS,  STEPHEN  S,  CHATTANUOGA 

HAYES  JR,  CAULEY  wILHUR,  ChATTANUOGA 

* HAYES,  JAMES  "ARTIN,  AIR  FORCE 
HAYES,  THOMAS  E,  FT  OGLETHORPE,  GA 
HEADRICK  JR,  WM  L,  SUUTH  PITTSBURG 
HEADRICK,  JAMES  R,  CHATTANOOGA 
HEOOEN,  JAMES  W,  CHATTANOOGA 

* HELLMANN  SR,  ROBERT  S,  CHATTANOUGA 

* HENNING,  HAROLD  BERGER,  CHATTANOUGA 

* HENRIKSEN,  JENS  UAVIU,  LULLEGEDALE 
HENRY,  WARREN  R,  CHATTANUOGA 
HERRICK,  C NEIL,  CHATTANOOGA 
HEYWOOD  III,  HUMPHREY  B,  CHATTANOUGA 

* HICKEY,  HUMEK  DAVID,  CHATTANOOGA 
HICKS,  BIKAM  C,  CHATTANOOGA 


HICKS,  CHERYL  SUSAN,  SIGNAL  MOUNTAIN 
HIGHTSHUE,  DA  V I D CLAYTON,  CHATTANOOGA 
HIXSON,  JACK  DOAK,  CHATTANOUGA 
HOBACK  JR,  JAMES  WILLIAM,  CHATTANOOGA 
HODNETT,  CARY  G,  CHATTANOOGA 
HOFMEISTER,  RICHARD  G,  CHATTANOUGA 
H0LL10AY  JR,  PUPE  B,  ChATTANUOGA 
HONG,  MOON  WHA,  CHATTANOOGA 

» HOOPER,  CHAS  MC  DOWELL,  CHATTANOUGA 
HOPPE,  RUDOLPH  AUGUST,  CHATTANOOGA 
HOPPER,  RICHARD  E,  CHATTANOUGA 
HOW  I CK  JR,  JUHN  R,  CHATTANCOGA 
HUA,  VIN-PAUL,  PALMER 
HUEESTUTTbR,  JOSEPH  E,  CHATTANOUGA 
HUGHES,  ALAN  0,  CHATTANUOGA 
HUGHES,  CHARLES  P,  CHATTANOUGA 
HUNT,  NOEL  CLARENCE,  CHATTANUOGA 
HUTCHERSON,  wM  PUWFLL,  CHATTANOOGA 
INGRAM,  DALE  C,  CHATTANUOGA 
ISKANDER,  KARIM  NAGUIB,  ROSSVILLE,  GA 
JAMES,  DABNET,  CHATTANOOGA 
JAMES,  DEwITT  R , CHATTANUOGA 
JEMISON,  DAVID  MARSHALL,  CHATTANUOGA 
JENSEN,  RUBT  LLUYO,  COLLEGEDALE 
JEONG,  YUNE  GILL,  CHATTANOOGA 
JEZEWSKI,  DON  JULE,  FORT  OGLETHORPE,  GA 
JOHNSON  JR,  J PAUL,  CHATTANUOGA 
JOHNSON,  EDWARD  DOWNEY,  SALE  CREEK 
JONES,  GERALD  ISOM,  CHATTANOOGA 

* JONES,  HARRY  E,  HILTUN  HEAD,  SC 
JUNES,  ROGER  C,  CHATTANOOGA 
JONES,  RUSSELL  A,  CHATTANOOGA 
JUROAN,  CASSELL  AMANDA,  CHATTANOUGA 
KADRIE,  HTTHAM  AL I , CHATTANOUGA 
KAPLAN,  HYMAN  M,  CHATTANOOGA 
KATO,  YUTAKA,  CHATTANOOGA 
KELLEY,  PATRICK  ALAN,  CHATTANOOGA 
KENNEDY,  CHARLES  DAVIO,  ChATTANUOGA 
KENNEDY,  JOHN  HENRY,  HIXSUN 
KILLEFEER,  JUHN  JACOB,  CHATTANOOGA 

kim,  wayne  y,  Chattanooga 

KIMSEY,  CHAS  w,  CHAITANUOGA 
KING  JR,  WALTER  HUGHEY,  CHATTANOOGA 
KINKEL,  DUNALU  MERRIL,  CHATTANOOGA 
KIRBY,  CHARLES  A,  CHATTANOOGA 

* KIRK,  DURwOUD  L,  CHAITANUOGA 

* KISTLER,  GENE  HAVILANU,  SIGNAL  MOUNTAIN 
KITTLE  III,  WILLIAM  M,  CHATTANOOGA 
KNIGHT,  FRANK  H,  CHATTANUOGA 
KUCACITAK,  SAHIN  S B AN , FORT  OGLETHORPE,  I 
K 0 S AND  V I CH , MICHAEL,  CHATTANOOGA 
KRAUSE,  RICHARD  ALAN,  CHATTANOOGA 
KRUEGER,  SYLVIA  LYNNE,  CHATTANOOGA 
KUCHLER.  LINTON  LOUIS,  CHATTANOUGA 
KUNDA,  SAKMA  K,  CHATTANUOGA 

KUTZNER,  WALOEMAR,  COLLEGEDALE 
LABRAOOR  JR,  DANIEL  P,  CHATTANOOGA 
LARRAOOR,  IRENE  J,  CHATTANOUGA 
LANSFCRD  JR,  FREDERICK  0,  CHATTANOUGA 
LARAMORE,  JOHN  WAUE,  CHATTANUOGA 
LASKY,  RICHAKU  S AML , CHATTANUOGA 
LASSITER,  LAWRENCE  H,  CHATTANOOGA 

* LAVECCHIA  JR,  JOS  V,  CHATTANOOGA 
LAWRENCE  JR,  HARRY  M,  CHATTANOOGA 
LAWwILL  JR.  STEWART,  CHATTANOOGA 
LECHLER,  OUNALO  R,  CHATTANOOGA 
LEWIS  II,  JAY  FREDERICK,  CHATTANOOGA 
LEWIS,  ALLEN  DAVID,  SIGNAL  MOUNTAIN 
LIN,  GFORGE  HER-CHING,  NORTH  CANTON,  UH 
L1TTELL  III,  LESTER  E,  CHATTANOOGA 

* LITTELL  JK,  LESTER  E,  DAYTON 
LIU,  CHUNG  YUEN,  CHATTANOOGA 

* LIVINGSTON,  PHILIP  H,  CHATTANOOGA 
LUDGE-SHERWOUU , ELIZABETH,  CHATTANOUGA 
LOMBARDI.  V ALAN,  CHATTANOOGA 

LONG,  IRA  MORRIS,  CHATTANCOGA 
LUVE,  MICHAEL  ALLAN,  CHATTANOOGA 
LOYO,  JAMES  ALAN,  SIGNAL  MOUNTAIN 
MABE,  ROBT  E,  CHATTANOOGA 

* MAC  GUIRE  JR,  WM  B,  UULTEWAH 

MAC  NAUGHTUN  JK , DAVIO  V,  CHATTANOOGA 

MACKLER,  DONALD  E,  CHATTANOOGA 

MAJEEO,  SHAHUL  J,  CHATTANOOGA 

MALDONADO,  LUIS  GUNZAlO,  SIGNAL  MOUNTAIN 

MANCE,  CORNELIUS  J,  HIXSUN 

MARSH,  CLARENCE  BRUCE,  CHATTANOOGA 

* MARSH,  WM  HOLLISTER.  CHATTANOOGA 
MASSOun,  HOSSEIN,  CHATTANOOGA 
MATTHEWS,  WILLIAM  EDWIN,  CHATTANOOGA 
MAY,  MARIAN  G,  HIXSON 

* MCCALL,  COOPER  H,  CHATTANOOGA 
MCCALLIE,  DAVID  P,  CHATTANGOGA 
MCCALLIE,  JACK  B,  CHATTANOOGA 

* MCCRAVEY,  AUGUSTUS,  CHATTANOOGA 
MCCRAVEY,  JOHN  WELLS,  NEW  YORK,  NY 
MCDONALD  JR,  CHARLES  0,  CHATTANOOGA 
MCDOUGAL,  JOHN  SMALL,  CHATTANOUGA 
MCELROY,  GEORGE  R,  CHATTANOOGA 
MCCAULEY  JR,  JOHN  R,  CHATTANUOGA 
MCGRAW  JR,  RALPH,  CHATTANOOGA 
MCGUIRE,  SUSAN  KAY,  CHATTANOOGA 

* MCINTOSH,  FUEL  E,  CHATTANCOGA 
MCKINNEY,  JAMES  E,  CHATTANOOGA 
MCLEAN.  GEORGE  WALLACE,  CHATTANOOGA 

* MCMILLAN,  JAMES  GOROUN,  JASPER 
MCNEILL.  THOMAS  PINCKNEY,  CHATTANOOGA 
MERCAOO,  AVEL1N0  VELASCO,  CHATTANOUGA 
MEREDITH,  GARY  EUGENE,  CHATTANOOGA 
MEYER,  MELISSA  LEWIS,  CHATTANOOGA 
MICHELSON,  MARIE  LOUISE,  CHATTANOOGA 
MILLER,  FRANK  J,  CHATTANOOGA 
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♦ MILLER,  IRVIN  S,  ALEXANDRIA,  VA 
MILLER,  PHYLLIS  A EDWARDS,  HIXSON 
MILLER,  ROBT  T,  CHATTANOOGA 
MILLER,  THOMAS  P,  CHATTANOOGA 
MILLS,  OON  GILBERT,  CHATTANOOGA 
MILLS,  GARY  E,  HIXSON 

MITCHELL  JR,  JERRY  WAYNE,  CHATTANOOGA 
MITCHELL,  ALLEN  M,  CHATTANOOGA 
MOLLOY,  RONALD  LYNN,  CHATTANOOGA 

♦ MOORE,  HIRAM  BEENE,  SOUTH  PITTSBURG 
MORGAN,  JOHN  RONALO,  CHATTANOOGA 
MORRIS,  BRENT  STERLING,  CHATTANOOGA 
MORRISON,  RICHARD  CLARKE,  CHATTANOOGA 
MORROW  III,  SANFORD  H,  CHATTANOOGA 
MOSES,  THOMAS  EDWARD,  HIXSON 

MOSS,  WM  JOEL,  CHATTANOOGA 
MOTTO,  JOSEPH  A,  CHATTANOOGA 
MULLADY  III,  THOMAS  F,  CHATTANOOGA 

♦ MURPHEY  JR,  FAY  B,  CHATTANOOGA 
MURRAY,  R SMITH,  CHATTANOOGA 
MYERS  SR,  ROBERT  W,  CHATTANOOGA 
NAG,  SUBIR  K,  CHATTANOOGA 
NAGEL,  LAWRENCE  S,  CHATTANOOGA 
NATAL,  FAUSTO  ACOSTA,  CHATTANOOGA 

♦ NATHAN,  MARVIN  MYER,  CHATTANOOGA 
NEALL,  DAVID  LAWRENCE,  CHATTANOOGA 
NELSON,  MERRILL  FREDERICK,  HIXSON 

♦ NELSON,  ROGER  T,  WILOWOOD,  GA 

♦ NEUFELD,  RAYMONO  0,  SOUTH  AMERICA 

♦ NEWELL  JR,  EOWARD  THOS,  CHATTANOOGA 
NIPP,  RALPH  ELGIN,  CHATTANOOGA 
NOONAN,  DAVID  V,  CHATTANOOGA 
NORTON,  BARRY  PARKER,  CHATTANOOGA 
O'NEAL,  OAVID  MEDFORD,  CHATTANOOGA 
ODOM,  ALAN  C,  CHATTANOOGA 
ORDONEZ,  J ENRIQUE,  CHATTANOOGA 

♦ OSMUNDSEN,  ROBT  N,  SIGNAL  MOUNTAIN 
OWENS,  ARTHUR  MELBOURNE,  COVELO,  CA 
OXENHANDLER,  RONALO  W,  SIGNAL  MOUNTAIN 
PANCAKE,  BRUCE  0,  CHATTANGOGA 

PARK,  IH  KOO,  FT  OGLETHURPE,  GA 
PARK,  JUNG  TAE,  WHITwELL 
PARKER  II,  SAMUEL  B,  CHATTANOOGA 
PARKER,  CHRISTINE  W,  CHATTANOOGA 
PARKHURST,  WALTER  0,  CHATTANOOGA 
PATIL,  VINIT  0,  CHATTANOOGA 

♦ PATTERSON,  ROBT  L,  CHATTANOOGA 
PATY  JR,  JOHN  GARLAND,  CHATTANOOGA 
PAYNE,  DOYCE  GENE,  CHATTANOOGA 
PAYNE,  STANLEY  ROSS,  CHATTANOOGA 
PEREZ,  MARTIN  ALLEN,  CHATTANOOGA 
PERKINS,  THORNTON  OELOS,  CHATTANOOGA 
PERPIN,  MILLARD  FOY,  CHATTANOOGA 
PETERSON  JR,  WALTER  A,  CHATTANOOGA 
PETTY,  WESLEY  GLENN,  CHATTANOOGA 
PHLEGAR,  ROBERT  F,  CHATTANOOGA 
PICKETT,  JAMES  CLARKE,  CHATTANOOGA 
PITTS,  DAVID  B,  CHATTANOOGA 
POEHLEIN,  RICHARO,  HIXSON 
POLLOCK,  PHILLIP  GARY,  CHATTANOOGA 
POMERANCE,  GLENN  NOEL,  CHATTANOOGA 
PORTERA,  CHARLES  ANTHONY,  CHATTANOOGA 
POTASH,  JEFFRY  B,  CHATTANOOGA 
POTOAR,  ANILKUMAR  S,  CHATTANOOGA 
PUCKETT  III,  WALTER,  CHATTANOOGA 
OUILLIAN,  JESSE  0,  CHATTANOOGA 

QU  ILL  I AN , JOE  ANNE,  CHATTANOOGA 
QUINN,  JAMES  GILBERT,  CHATTANOOGA 
RAMSAY,  GEORGE  CRAIG,  GADSOEN,  AL 
RAMSEY,  MILLARD  WRAY,  ChATTANOOGA 
RAWLINGS  JR,  MAURICE  S,  CHATTANOOGA 
RAWLINGS  SR,  MAURICE  S,  CHATTANOOGA 

♦ RAY,  CHAS  JACKSON,  CHATTANOOGA 
REOOY , SUDHAKAR  K,  CHAT  fANOOGA 
REDISH,  MARTIN,  CHATTANOOGA 
REYNOLOS,  JAMES  EUGENE,  SIGNAL  MOUNTAIN 
REYNOLDS,  JAMES  MCKENDREE,  HIXSON 
REYNOLDS,  JOHN  ROBT,  CHATTANOOGA 
RHOTON,  ALEXANDER,  CHATTANOOGA 

RICH,  JOHN  STEPHEN,  CHATTANOOGA 
RICHMOND  JR,  JAMES  P,  CHATTANOOGA 
RICHMOND,  KENNETH  C,  CHATTANOOGA 
RISSLING,  DELORIS  E,  CHATTANOOGA 
RITTENBERRY  JR,  ANOREW  B,  CHATTANOOGA 

♦ ROBERTS  JR,  GILBERT  M,  BOCA  RATON,  FL 
ROBINSON,  NEAL  ADAMS,  CHATTANOOGA 
ROGERS,  ALFREO  PERKINS,  CHATTANOOGA 
ROHRER,  JANE  L,  CHA  T T ANUOG  A 

ROSE,  WALTER  B,  CHATTANOOGA 
ROHE,  WM  EDWARD,  CHATTANOOGA 
ROWELL,  ESPERANZA  A,  CHATTANOOGA 
ROYAL,  JAMES  RICHARD,  CHATTANOOGA 
RUFFNER  JR,  B WINFRED,  CHATTANOOGA 
RUSSELL,  DON  JERE,  CHATTANOOGA 
RUSSELL,  WM  LEE,  CHATTANOOGA 

♦ RYAN,  EUGENE  MONTFORO,  SOUTH  PITTSBURG 
RYBOLT,  ANN  HARRIS,  TIMONIUM,  MD 
SANTOS,  BE  N J G,  CHATTANOOGA 
SARGENT,  LARRY  A,  CHATTANOOGA 
SCHEINBERG,  MARTY,  CHATTANOOGA 
SCHMITS,  G MICHAEL,  CHATTANOOGA 

♦ SCHWARTZ,  HAROLD  ALAN,  CHATTANOOGA 
SCOTT  JR,  EDGAR  LEONARD,  CHATTANOOGA 
SCOTT,  WAYNE,  CHATTANOOGA 

SEAL,  MOLLY  ELAINE  ROGERS,  CHATTANOOGA 
SEITERS  JR,  GEORGE  Z,  CHATTANOOGA 
SELLERS  II,  RALPH  A,  CHATTANOOGA 
SELZER,  JERROLO  LEE,  HIXSON 
SEHAN,  CHARLES  FREDERICK,  CHATTANOOGA 
SENDELE,  DEBORAH  D,  CHATTANOOGA 


SENOELE,  KOBERT  L,  CHATTANOOGA 
SHAH,  INDKAVANDAN  K,  CHATTANOOGA 

♦ SHAW,  CLARENCE,  CHATTANOOGA 

♦ SHELOON,  JOHN  P,  SIGNAL  MOUNTAIN 

♦ SHELTON,  GEO  WASHINGTON,  CHATTANOOGA 
SHENOUDA,  ADEL  NE  MR , CHATTANOOGA 
SHERRELL,  JAMES  WM,  CHATTANOOGA 
SHERRILL,  LEROY,  CHATTANOOGA 

SHUCK  III,  EDWIN  H,  CHATTANOOGA 
SHUCK  JR,  EDWIN  H,  CHATTANOOGA 
SHULL,  JOHN  A,  CHATTANOOGA 
S I ENKNECHT , CHAS  WILSON,  CHATTANOOGA 
SISKO,  FRANK  E,  CHATTANOOGA 

♦ SIVILS,  GEO  LETE,  CHATTANOOGA 
SMILEY,  FRANCIS  J,  FT  OGLETHORPE,  GA 
SMITH  III,  ARCHIBALD  Y,  SIGNAL  MOUNTAIN 

♦ SMITH  JR,  MOORE  JACKSON,  CHATTANOOGA 
SMITH,  GARY  D,  CHATTANOUGA 

♦ SMITH,  STEWART  PHILLIP,  CHATTANOUGA 
SMITH,  TERRY  WALKER,  CHATTANOOGA 
SNYOER  JR,  PAUL  EDGAR,  CHATTANOOGA 
SOLOMON,  A LEE,  CHATTANOOGA 
SOTERES,  PETE  SPIROS,  CHATTANOOGA 

♦ SOTTONG,  PHILIPP  CURTIS,  SIGNAL  MOUNTAIN 
SPALDING,  ROBT  TUCKER,  CHATTANOUGA 
SPAULOING  JR,  JAMES  H,  SIGNAL  MOUNTAIN 
SPITALNY,  NEIL  HOWARD,  CHATTANOOGA 
STAFFORD,  FLORENCE  E,  CHATTANOOGA 
STANKO,  JAMES  A,  CHATTANOOGA 
STAPLETON,  OENNIS  J,  CHATTANOOGA 
STAPPENBECK,  RICHARO  F,  CHATTANOOGA 

♦ STARR,  HAROLD  JONES,  CHATTANOOGA 

♦ STEM,  ALLISON,  CHATTANOOGA 

STERNBERGH  JR,  w CHAS  A,  CHATTANOOGA 
STICKLEY,  JOS  HARDIN,  CHATTANOOGA 
STOHLER,  OENNIS  L,  CHATTANOOGA 
STONE,  HARRY  ALFRED,  CHATTANOOGA 
STONE,  LARRY  DUMAS,  CHATTANOOGA 

♦ STONEBURNtK.  WESLEY  H,  CHATTANOOGA 
STRAIT,  T1MUTHY  A,  CHATTANOOGA 
STRICKLAND  JK , JOHN  E,  CHATTANOOGA 
STRIKER,  wM  KtNOALL,  CHATTANOOGA 
STROUO,  MARY  t THUNPSUN,  CHATTANUOCA 
STUBBLEFIELD,  STtYEN  B,  CHATTANOUGA 
SUGGS  III,  CHARLES  L,  CHATTANOOGA 
SUGGS  JR,  CHAS  L,  CHATTANOOGA 
SUSONG.  CHARLES  ROONEY,  HIXSON 
SwANN  JR,  NAT  H,  CHATTANOOGA 

swift,  chas  ray,  Chattanooga 
SZCZUKOWSKI,  MYRON  J,  CHATTANOOGA 
TASLIMI,  MARK,  CHATTANOUGA 

♦ TAYLOR  JR,  VISTON,  SOUTH  PITTSBURG 

« TAYLUK,  GEO  N,  CHATTANOOGA 

TAYLOR,  RUHT  CRESTON,  SIGNAL  MOUNTAIN 
TAYLOR,  THOMAS  EDWARD,  CHATTANOOGA 
tejani,  sushila  n,  Chattanooga 

TEMLOCK,  ARTHUR  A,  CHATTANOUGA 
TEMPLETON,  THO"AS  S,  CHATTANOOGA 
TEPLEY,  LYNN  B,  CHATTANOOGA 
TEPPcR,  BERNARO,  CHATTANOOGA 
THOMAS,  STEVEN  MICHAEL,  CHATTANOUGA 
THOMPSON,  PAUL  C,  CHATTANOOGA 
THORNER,  UPNAL  0 R,  CHATTANOOGA 
THOW,  GEORGE  BRUCE,  CHATTANOOGA 
TIN,  PE  THAN , CHATTANOOGA 
TUCKER,  PETER  L,  CHATTANOOGA 
TURNER,  OAVID  HERSCHEL,  CHATTANOOGA 
TURNER,  SHARL  I NO A B,  CHATTANOOGA 

♦ ULIN,  A STEVLN,  CHATTANOOGA 
ULIN,  DAVID  M,  CHATTANOOGA 

« ULIN,  LOUIS,  CHATTANOUGA 

UTAOLJ,  BANCHOB,  CHATTANOOGA 

♦ VAN  OROER,  WM  EOGAR,  CHATTANOOGA 
VANCE,  MINNIE  RATLIFF,  CHATTANOOGA 
VANDERBILT,  DOUGLAS  L,  CHATTANOOGA 
VARNER,  JAMES  W,  CHATTANOOGA 
VECHINSKI,  THOMAS  0,  CHATTANOOGA 
VERMAM,  VINAY,  CHATTANOOGA 
VIETH,  ROGER  GORDON,  CHATTANOOGA 
VILLALORUS  JR,  ROBERT  L,  HIXSON 

♦ VLASIS,  GUS  JOHN,  ChATTANOOGA 
VON  WERSSOWET  Z,  A J,  CHATTANOOGA 

♦ WALTON,  HARRY  LEE,  LOOKOUT  MTN 
WATERS  JR,  CLYDE  C,  CHATTANOOGA 
HATLINGTON,  JOSEPH  T,  CHATTANOOGA 
WEATHERS  JR,  WM,  CHATTANOOGA 
WEBB,  ROBERT  TERRELL,  CHATTANOOGA 
WELDON,  THOMAS  DARRELL,  HIXSON 
WENG,  JEN-TSOH,  CHATTANOOGA 

♦ WESTERMEYER,  MARI  UN  W,  REDLANDS,  CA 
WHEELOCK,  ARGIL  JERRY,  CHATTANOOGA 

♦ WHITAKER  JR,  L SPIRES,  CHATTANOOGA 
WhITE,  PHIL  JOE,  CHATTANOOGA 
WHITE,  WILLIAM  OTIS,  CHATTANOOGA 
WHITELAW  JR,  ROBERT  S,  CHATTANOOGA 
WILLIAMS  III,  SAM  JONES,  CHATTANOOGA 
WILLIAMS  JR,  JESSE  L,  CHATTANOOGA 
WILLIAMS,  RICHARO  BRUCE,  CHATTANOOGA 
WILLIAMS,  ROBERT  HENRY,  CHATTANOOGA 
WILLINGHAM  JR,  WINBORN  B,  CHATTANOOGA 
WRIGHT  JR,  KINSMAN  E,  CHATTANOOGA 
YATES,  CARL  0,  CHATTANOUGA 

YETTER,  CHRISTOPHER  R,  CHATTANOOGA 
YIUM,  JACKSON  JOE,  CHATTANOOGA 
TOOD,  JULIAN  MACUW,  CHATTANOOGA 

♦ YOUNG,  GEU  G,  CHATTANOOGA 
YOUNG,  LAWRENCE  I,  CHATTANOOGA 

♦ YOUNG,  MARION  MARSHALL,  CHATTANOOGA 
YOUNGER  III,  ROBERT  £,  CHATTANOOGA 
ZUCKERMAN,  JOS  I,  CHATTANGOGA 
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CONWAY,  THOMAS  W,  NEWPORT 
EASTRIDGE,  WESLEY  V,  NEWPORT 
GARBARINO  JR,  A J,  NEWPORT 
GORE,  STEVEN,  P AR R 0 T T S V I LL E 
HOOD,  MICHAEL  T,  NEWPORT 
JOHNSON  IT,  H KENNETH,  NEWPORT 
MCCUNNELL,  OAVID  H,  NEWPORT 
SHULTS,  GLEN  C,  NEWPORT 
VALENTINE  JR,  FRED  M,  NEWPORT 

COFFEE  COUNTY  MEDICAL  SOCIETY 

ANDERSON  III,  JOHN,  TULLAPOMA 
BIRDWELL,  JOEL  STANLEY,  TULLAHOMA 
BRICKELL  JR,  RALPH  L,  TULLAHOMA 
CANON,  RObT  MAURICE,  TULLAHOMA 

* FARRAR,  CLARENCE  H,  MANCHESTER 
FISHBEIN,  RICHARO,  TULLAHOMA 
FREFMAN,  WILLIAM  J,  TULLAHOMA 
GALBRAITH,  BRUCE  E,  TULLAHOMA 
GHAT  JR,  EOWIN  E,  TULLAHOMA 
HARVEY,  CHAS  BEN,  TULLAHOMA 
KENNEDY,  JERRY  LEOFOkU,  TULLAHOMA 
KIM,  HO  KYUN,  TULLAHO“A 

* KING,  JAMES  manning,  TULLAHOMA 
KRISHNA,  GULLA  BALA,  TULLAPOMA 
LINDSAY,  JAMES,  TULLAHOMA 
LOVFJOY,  MORRIS,  TULLAHOMA 

* MARSH,  CHaS  WALLACE,  TULLAHOMA 
MILAM,  WILLIAM  M,  TULLAHOMA 
PERRY-ROOKS,  PATRICIA  ANNE,  TULLAHOMA 
RAMPRASAD,  MI TTUR  N,  TULLAHOMA 
RIDLEY,  ROBERT  WENDELL,  TULLAHOMA 

* ROLES  JR,  EARL  E,  TULLAHOMA 
SANOERS  IV,  WILLIAM  J,  TULLAHOMA 
SETHI,  RRAHM  0,  MANCHESTER 
SETHI,  CHANOtR  M,  MANCHESTER 
SHUKLA,  SAND  IP,  TULLAHOMA 
SNOODY,  CLAUOb  CULLINS,  TULLAHOMA 
VALLEJO,  FRANCISCO  C,  TULLAHOMA 
VALLEJO,  LUZ  A,  TULLAHOMA 

WEBB,  CHAS  HARRY,  TULLAHOMA 
WOOOHIN  JR,  MQSE  CLARKE,  TULLAHOMA 
YANG,  HARRISUN  Y,  MANCHESTER 
YOUNG,  COULTER  SMARTT,  MANCHESTER 
YU,  JA  NAN,  MANCHESTER 

CONSOLIDATED  MEDICAL  ASSEMBLY  OF 
WEST  TENNESSEE 

ALEXANDER,  CLYDE  VINSON,  JACKSON 
ALLEN,  HAROLD  w,  JACKSON 
APPLETON  JR,  JAMES  RUY,  JACKSON 

* ARMSTRONG,  JOHN  L,  SuMERVILLE 
ATKINS,  JERRY  FRANKLIN,  HUNTINGDON 

* BAKER,  LT  CL  JOHN  0,  SCOTTSVILLE,  AZ 
BALLARD,  THOS  K,  JACKSON 

BARHAM,  HARVtY  HAYwOOO,  BOLIVAR 
BARKER,  EDWARD  C,  TRENTON 
BARKER.  JAMES  HARRIS,  JACKSON 
BARNES  JR,  JAMES  WALTER,  JACKSON 
BARNETT  II,  HUGH  GLENN,  JACKSON 
BARNETT,  RUBT  J,  JACKSON 
BHAT,  NARAYANA  H,  HUNTINGDON 
BICKNELL,  SIONEY  LANE,  JACKSON 
BISHOP.  JOHN  MYRON,  SO“ERVILLE 
BOND  JR,  ELIAS  KING,  JACKSON 
BOOTH,  JACK  H,  JACKSON 
BRATTON,  CHRIS  H,  LEXINUTCN 
BRIDGES,  CLAUDE  S,  OYER 
BRUEGGEMAN,  MICHAEL,  JACKSON 
BURNETT,  WILLIAM  FRANKLIN,  JACKSUN 
BURRUS  JR,  Swan,  JACKSON 
CARRUTH,  CYNTHIA,  JACKSON 
CARRUTH,  LARRY,  JACKSON 

* CHANDLER,  JOHN  H,  JACKSON 

* CHAPMAN,  T C,  BROWNSVILLE 
CHARY,  KANDALA  RAM,  JACKSON 
COBB,  R .MICHAEL,  JACKSON 
COUCH,  BILLY  LANIER,  HUMBOLDT 
COX,  CHAS  WM,  JACKSUN 

CRAIG  JR.  JAMES  THOMAS,  JACKSON 
CRAIG,  STERLING  RUFFIN,  JACKSON 
CRENSHAW,  JAMES  HARRIS,  HUMBOLDT 
CRENSHAW,  THUS  MALCOLM,  HUMBULOT 
CROCKER,  EDWARD  F,  JACKSON 

* CROOK,  WM  GRANT,  JACKSON 
CURLIN,  JOHN  PASCHAL,  JACKSON 
OAVIS,  MAXIE  LE  ROY,  JACKSCN 

OE  SOCZA,  WM  CELESTINU,  RUTHERFORD 
DEMING,  wOOO  M,  JACKSON 
OIFFEE.  JAMES,  JACKSON 
OINKINS,  RUTH  ELEANOR,  MEDINA 

* OOOSON  JR,  GEO  DAT,  JACKSON 
OONNELL , JAMES  HAROLD,  JACKSON 
OOUGLASS  JR,  ROY  A,  JACKSON 

* DOUGLASS,  JACK  E,  JACKSON 
DOWLING,  CLAREY  R,  BROWNSVILLE 
ORIVER,  CLARENCE,  JACKSON 
OUBRULE.  ROSAIRE  M,  TRENTON 
DUNAVANT,  ROBT  WAYNF,  BOLIVAR 
DUNNEBECKE,  ROBERT  H,  JACKSUN 
OUVAL  JR,  J WILLIAM,  JACKSON 
EUWAROS,  EOWIN  WILTZ,  JACKSON 
EDWARDS,  GEORGE  T,  JACKSON 

EOWAROS,  NICHOLAS  HENRY,  GRAND  JUNCTION 
ELLIS,  JOHN  W,  TRENTON 
ELLIS,  THOMAS  W,  JACKSON 
EMERSON,  BLANCHE  S.  JACKSON 
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EPPS,  JOHN  MICHAEL,  JACKSON 
ERB,  BLAIR  0,  JACKSON 
EVERETT,  JOHN  E,  JACKSON 
FANNING,  DAVID,  JACKSON 
FENLEY  JR,  JAMES  L,  JACKSON 

♦ FIELDS,  JAMES  0.  MILAN 
FOSTER,  CHAS  STEPHEN,  JACKSON 
FREDERICK,  PAUL  CLAYTON,  JACKSON 
FRIEDMAN,  FRED  M,  JACKSON 
FROST,  CHAS  LESTER,  BOLIVAR 
GAREY,  DAVID  L,  JACKSON 
GARRARD  JR,  CLIFFORD  L,  JACKSON 
GRANT,  WILLIAM  M,  MCKENZIE 
GRAVES,  OLIVER  HALTOM,  JACKSON 

♦ GRAY,  ALDEN  HARRELSON,  KENTON 
GUYTON,  JUS  L,  JACKSON 

HALE,  BOBBY  DEE,  BROWNSVILLE 

♦ HALL,  JAMES  WILSON,  TRENTON 

HALL,  ROBT  C R 0 MB  I E , JACKSON 

HAMMOND,  JERE  0,  JACKSON 
HAMMOND,  STEPHEN,  JACKSON 
HARLESS,  RENEE,  JACKSON 
HARMON,  HARVEY,  JACKSON 
HARRISON,  WALTON  W,  JACKSON 
HAWKINS  JR,  RAYMOND,  SOMERVILLE 
HAYES,  JOHN  W,  BROWNSVILLE 
HAZLEHURST  JR,  GEORGE  E,  JACKSON 
HENDERSON,  REGGIE  A,  LEXINGTON 
HERRON,  BRUCE  EMERSON,  JACKSON 
HERRON,  CHAS  BURKHEAD,  JACKSON 
HERTZ  JR,  CHARLES  S,  JACKSON 
HICKMAN,  CHAS  NORRIS,  TRENTON 

♦ HICKS,  ALVIN  THORNTON,  CAMDEN 
HIGGS,  BOBBY  CLARK,  JACKSON 
HILL,  ROBT  S,  JACKSON 
HOLANCIN,  JOHN  R,  MCKENZIE 

♦ HOLMES,  CHESTER  L,  ELLISON  BAY,  WI 

♦ HOLMES,  JAMES  TH08URN,  MCKENZIE 
HOMRA,  RONALD,  JACKSON 
HONEYCUTT,  DANIEL  LEE,  JACKSON 
HORNSBY,  JERRY,  JACKSON 
HORTON,  ROBT  LESLIE,  CAMDEN 
HOUSE,  PEN  FRED,  JACKSON 

♦ HUBBARO,  GEO  BAKER,  JACKSON 

♦ HUMPHRFY,  TOM  NEAL,  SELMER 
HUMPHREYS,  T JAMES,  JACKSON 
JENKINS,  JOHN  M,  JACKSON 

♦ JOHNSTON,  LELANO  MANN,  JACKSON 
JONES  JR,  WESLEY  F,  LEXINGTON 
JONES,  KENT  L,  JACKSON 

♦ JONES,  PAUL  DAVID,  MILAN 
KEE,  JIMMY  W,  JACKSON 
KENDALL,  JOHN  ALLEN,  JACKSON 
KING,  DARREL  CHAMBERS,  HENDERSON 
KING,  JAMES  D,  SELMER 
KIRKLAND,  RONALD  H,  JACKSON 
KOONCE,  DUVAL  HOLTZCLAW,  JACKSON 
KOONCE,  EDWARO  D,  JACKSON 

LA  FONT,  DONALD  SHARP,  JACKSON 
LANE,  JAMES  OAVIDSON,  JACKSON 
LANGDCN  JR,  JAMES  A,  JACKSON 
LARSEN,  OAVID  MALCOLM,  JACKSON 
LEVERNIER,  JAMES  E,  JACKSON 
LEWIS,  DONALD  RAY,  JACKSON 
LINDER,  TIM,  LEXINGTON 

♦ LOWRY,  MAURICE  N,  LEXINGTON 
MALEY,  BRUCE  B,  JACKSON 
MANDLE,  ROBT  BENNIE,  JACKSON 
MATTHEWS,  JOHN  T,  JACKSON 
MAYFIELD,  RUSSELL  W,  BELLS 
MCADOO,  MICHAEL  A,  MILAN 

MCAFEE,  WILLIAM  CLEVELAND,  JACKSON 
MCCALL,  CHARLES,  JACKSON 
MCCALLUM,  OSCAR  M,  HENDERSON 
MCCRUDDEN,  BRIAN  F,  JACKSON 
MCIVER,  HAROLD  THOMAS,  JACKSON 
MCKNIGHT,  FRANK  S,  SOMERVILLE 
MIDDLETON,  AUGUSTUS  L,  JACKSON 
MILLER  JR,  JESSE  A,  JACKSON 

♦ MORRIS,  ROBERT  H,  MEDINA 
MUELLER,  ALFRED  J,  JACKSON 

♦ MYHR , LAMB  BOLTON,  JACKSON 
NOLLNER,  ROBERT  MICHAEL,  BOLIVAR 
PARIS  JR,  GEORGE,  JACKSON 
PALMER  JR,  EDMUND  T,  JACKSON 
PATEL,  HASMUKH  DAHYABHAI,  TRENTON 
PEELER,  HARRY  LEE,  SELMER 
PENNINGTON,  FRANK  R,  JACKSON 
PETERS,  JERRY  D,  JACKSON 

PORT  I S , BILL  SCOTT,  HUNTINGDON 
PRICE  JR,  JAMES  ALFRED,  JACKSON 
RAMER  JR,  WARREN  CARLTON,  LEXINGTON 

♦ RAMER  SR,  WARREN  C,  LEXINGTON 
REEDER,  HAROLD  B,  JACKSON 
REESE,  EUGENE  P,  JACKSON 

RHEA,  KARL  BYINGTON,  SOMERVILLE 
RHEAR,  R WAYNE,  ALAMO 

♦ RICHARDS,  AUBREY,  WHITEVILLE 

♦ RIDDLER,  JOHN  GARTH,  JACKSON 
ROBBINS,  RUSSELL  HUGH,  JACKSON 
ROBERTS,  WM  H,  JACKSON 
ROUTON,  WILLIAM  ROBERT,  HUMBOLDT 
ROWLAND,  JOS  PERRY,  JACKSON 

♦ RUSH  JR,  LEE,  SOMERVILLE 
SCHLAMP,  ALLEN  LEE,  JACKSON 
SCOTT,  AUGUSTUS  BARNETT,  JACKSON 
SHARPE  JR,  BE  N J WEEKS,  JACKSON 
SHAW  JR,  JOHN  L,  JACKSON 
SHEPPARD  JR,  LEE  C,  JACKSON 
SMELSER,  MICHAEL  HARDING,  ADA  MSV I LLE 
SMITH  JR,  MONTIE  E,  SELMER 


SMITH,  CLYDE  E,  JACKSON 
SMITH,  HARRIS  L.  JACKSON 
SMITH,  JAMES  HAGY,  SELMER 
SMITH,  ROBT  JOS,  JACKSON 
SOUDER,  BOB  TYLER,  JACKSON 
SPALDING,  ALANSON  R,  JACKSON 
SPENCER,  DONALD  R,  BROWNSVILLE 
SPRUILL  JR,  JAMES  HENRY,  JACKSON 

♦ STAUFFER,  CHAS  C,  JACKSON 
STEPP  JR,  WILLIAM  P,  JACKSON 

♦ STEWART,  DAVIO  EARL,  BROWNSVILLE 
STONECIPHER,  LOWELL  F,  JACKSUN 
STORY,  WILLIAM  CHARLES,  JACKSON 
STRIPLING,  JACK  CLEMENTS,  LEXINGTON 
SUMMAR,  ALVIN  JONAH,  TRENTON 

Swindle,  james  tyler,  jacksun 

♦ TATE,  J KNOX,  BULIVAR 

TAYLOR,  RONALD  F,  KINGSTON  SPRING 
THOMAS,  GEO  EMANUEL,  JACKSON 
THOMAS,  JAMES  LOUIS,  JACKSON 

♦ THOMPSON  JR,  JOHN  ROBT,  JACKSON 

♦ THORNTON  JR,  JOHN  C,  BROWNSVILLE 
TORSTRICK,  RUBERT  F,  JACKSON 
TOZFR,  KENNETH,  MILAN 
TROXELL,  MARCUS,  JACKSON 

♦ TRUEX,  S ALLEN,  JACKSON 
TUCKER  JR,  ROBT  TAYLOR,  JACKSON 
TWILLA,  RONALD  G,  MILAN 
VEGORS,  ROBERT  A,  JACKSON 
VERHEECK,  KENNETH,  JACKSON 
VINSON,  HAROLD  WALLACE,  SELMER 
WALLIS  JR,  CARLTUN,  LAKEWOOD,  CO 
WARMBROD  JR,  JAMES  G,  JACKSON 
WEBB,  JIMMY  FRANKLIN,  JACKSON 
WEBB,  RODERICK  C,  HUMBOLDT 
WELLES  III,  EOWARO  HUNTER,  JACKSON 
WHITE.  CHARLES  WESLEY,  LEXINGTON 
WHITE,  JERALD  WAYNE,  BPOWNSVILLE 
WHITE,  LAMAR  ARTHUR,  FRIENDSHIP 
WILLIAMS  JR,  ALLEN  N,  BEMIS 
WILLIAMS,  JAMES  HENRY,  MILAN 
WILLIAMS,  JAMES  LARRY , TRENTON 
WILLIAMS,  PHILIP  GRAY.  MILAN 
WILLIAMS,  RICHARD  LARRY,  JACKSON 
WILLIAMS,  WILLIAM  KEITH,  JACKSON 
WILLIAMSON  III,  E EARL,  JACKSON 

♦ WILLIAMSON  JR,  FELIX  E,  JACKSON 
WILLIAMSON,  JAMES  STEPHEN,  HUNT  I NGDON 
WILSON,  R L,  HENOERSUN 

♦ WILSON,  RUBT  BURTON,  HUNTINGDON 
WINKLER,  VOLKER  GEKT,  MCKENZIE 
WOLFE,  WAYNE  HARVEY,  JACKSON 
WOODS  JR,  WILLIAM  H,  JACKSON 
WOODS,  ARTHUR  M,  JACKSON 
WRIGHT  III,  LUCIUS  F,  JACKSON 
WYATT,  CEO  BRECKENR I OGE , JACKSON 

♦ WYLIE,  PAUL  EVE,  JACKSON 
YAReRO,  GEORGE,  JACKSON 
YARRRO,  HAROLD  R.  JACKSUN 

CUMBERLAND  COUNTY  MEDICAL  SOCIETY 

BARNAwELL,  JAMES  ROSS,  CROSSVILLE 
BAYLOSIS,  ROBERTO  B,  CROSSVILLE 
BELL,  CHRI STUPHEk  M,  CROSSVILLE 
BILBREY,  RICHARD  LEE,  CROSSVILLE 
8 I S E , STANLEY  L,  CROSSVILLE 
BRAUN,  RICHARD  C,  CROSSVILLE 
CALLIS,  JAMES  TAYLOR,  CkUSSVILLE 
CAMPRELL  JR,  JAMES  T,  CROSSVILLE 
CAMPBELL,  DAVIO  EDWARD,  CROSSVILLE 
CLARK,  JACK  CROWLEY,  CROSSVILLE 
CLAYTON,  THOMAS  EDWARD,  CROSSVILLE 
CRAVENS,  R GENE,  CROSSVILLE 
CRICK,  JAMES  M,  CROSSVILLE 
OEATHEBAGE,  PHILIP  M,  CkUSSVILLE 

♦ DOUGHERTY,  JOHN  H,  FAIRFIELD  GLADE 
OUEP,  CARL  THOS,  CROSSVILLE 
DURHAM,  BEATRICE  L,  CROSSVILLE 

♦ ERVIN  JR,  PAUL  A,  CKUSSVILLE 

♦ EVANS,  WM  ELKINTUN,  CROSSVILLE 
GRUMMCN,  ROBERT  A,  CROSSVILLE 
GUTHERIE,  FREO  A,  CROSSVILLE 
HALL,  DANNY,  CROSSVILLE 

IVEY,  DONATHAN  MILES,  CROSSVILLE 
IVEY,  P DONATHAN,  CROSSVILLE 
KOUCHEKI,  MOHAMMAD  H,  CROSSVILLE 
LINDSAY,  JACK  WASSON,  ROCKWOOO 
LITCHFORO,  DAVID  WILLIAMS,  CROSSVILLE 
MAYFIELD,  ROBERT  D,  CROSSVILLE 
MONAGHAN,  T GAVIN,  CROSSVILLE 

♦ MUNSON,  FREDERICK  WM,  CROSSVILLE 
OLAECEEA,  REINALOO  A,  CROSSVILLE 
PERRICAN,  M UALE,  CROSSVILLE 
REED,  LARRY  DEWAYNE,  CROSSVILLE 
ROBERTSON,  JOS  0,  CROSSVILLE 

♦ SEATON,  STUART  P,  JOHNSON  CITY 
SENTEF  JR,  JOSEPH,  CROSSVILLE 
SENTEE,  MARY  BEAN,  CROSSVILLE 
SIMMONS,  JAMES  HAROLD,  CROSSVILLE 
WALLACE,  JOE  KENNETH,  CROSSVILLE 
WOOO  JR,  ROBT  HANCOCK,  CROSSVILLE 

DeKALB  COUNTY  MEDICAL  SOCIETY 

ABBOTT  II,  KENNETH  H,  SHITHVILLE 
BLEVINS,  MELVIN  LEE,  SMITHVILLF 
CRIPPS,  HUGH  DON,  SMITHVILLF 
OARRAH,  OAVID  EDWARD,  ALEXANDRIA 
HOOPER,  DUUG  G,  SMITHVILLF 
PUCKETT,  JERKY  E,  SMITHVILLF 
TRUDEL,  JULES  A,  SMITHVILLF 


DICKSON  COUNTY  MEDICAL  SOCIETY 

ANDERSON,  STANLEY  MARTIN,  DICKSON 
BEAVER,  B DANIEL,  OICKSUN 
BELL  III,  WALTER  A,  DICKSON 
BELL  JR,  WALTER  A,  OICKSON 
BLEVINS,  JERRY  C,  OICKSUN 
COLLINS,  CLYDE  E,  DICKSON 

* COOK,  “ARY  BAXTER,  NASHVILLE 
ORINNEN,  OANL  BROUKS,  DICKSON 

* ELLIOTT  JR,  JA-ES  C,  CHARLOTTE 
GURDUN,  JEFFREY,  OICKSUN 
GORZNY,  JAN  M,  DICKSON 
HAYES,  PHILLIP  wALTON,  OICKSON 
JACKSON,  JAMES  T,  DICKSON 
JACKSON,  JAKES  W,  DICKSON 
JACKSON,  LAwKtNCE  RICHARD,  KNOXVILLE 
LUPLOW,  RULLANU,  DICKSON 

MAHAN,  MAKCELLE,  OICKSDN 
MANI,  VENk,  OICKSON 
ORGAIN,  ROBERT  w,  OICKSUN 
PHAM  NCOC  THUAN,  ROBERT,  OICKSON 
SALYER,  JUHN  R,  DICKSON 
SMITH,  HOBBY  JOEL,  OICKSON 
SWANSON,  kUCEK  THOMAS,  PARIS 
WISER,  ELOPED  HOUCK,  OICKSON 

FENTRESS  COUNTY  MEDICAL  SOCIETY 

ALLRED,  BALLY  FRED.  JAMESTDwN 
CLAkK,  RICHARD  G,  JAMESTUVN 
JOSHI,  DILIP  N,  JAMLSTOwN 
SMITH,  JACK  CALVIN,  JAMESTOWN 
TURNER,  SHELBY  OSCAR,  CLARKRANGE 

FRANKLIN  COUNTY  MEDICAL  SOCIETY 

* ANDERTCN,  JO  CARTER,  WINCHESTER 
BAGBY  JR,  RICHARD  A,  WINCHESTER 
ECKLES,  GEORGE,  WINCHESTER 

* FITF,  APTHUK  k,  WINCHESTER 

FORT  JR,  DUDLEY  CLARK,  WINCHESTER 
HOLLIMAN,  JAMfcS  I),  wINCHtSTEK 
HOOD,  OEwCY  w DOOR  0 w , DE  CH  E R 0 
HUBBARO.  REX,  WINCHESTER 
JOHNSON,  GERALD  tUGFNE,  WINCHESTER 
KENNEDY,  ELAINf,  WINCHESTER 

■>  KEPPLEP,  CHAS  H,  SEwANEt 
PETRILLA,  OIanE  L,  SEwANEE 
PETROCHKE),  NICHOLAS,  WINCHESTER 
SMITH,  THOMAS  ANDERSON,  WINCHESTER 
STFNSBY,  JAMES  G,  WINCHESTER 
STOCKTON,  DAVID  L,  WINCHESTER 
STOCKTON,  M DAVIO,  KNOXVILLE. 

TEMPLETON,  JUHN  WAGGONER,  WINCHESTER 

* VAN  BLARICUM,  JAMES,  WINCHESTER 
VILLAR,  kunriLEO,  WINCHESTER 

* WAY,  ROGER  ATKINSON,  SEWANEE 
ZIMmcrman,  THOMAS  E,  WINCHESTER 

GILES  COUNTY  MEDICAL  SOCIETY 

AGEF,  P OB  T B,  PULASKI 
BURGER,  CHARLES  w,  PULASKI 
CUOPFR,  EARNEST  H,  PULASKI 
DAVIS  JR,  RUFURD  PRESTON,  PULASKI 
FENTRESS,  J VANCE , PULASKI 
FORONCA,  ARMANDO  CAPUT,  PULASKI 
HANEY,  CHARLES  D,  PULASKI 

* JOHNSON,  WALTER  JOE,  PULASKI 
MURREY,  WM  HARWELL,  PULASKI 

* OwEN,  WM  KENt/RICK,  PULASKI 
RASCHE,  Anne  M,  PULASKI 
RASChE.  RICHARD  ALBERT,  PULASKI 

GREENE  COUNTY  MEDICAL  SOCIETY 

AUSTIN  JR,  JOSEPH  W,  GREENEVILLL 
AUSTIN,  MAYNARD  « A 0 E , GREENEV ILLE 
BARNES,  LLOYD  ROGERS,  GREENEVILLL 
BEAN,  MICHAEL  WM,  GKEENEVILLE 
BECKNER  III,  I HOS  FOLSOM,  GREENEVILLt 

o BROWN,  ISAAC  0,  MOSHEIM 

CHAPMAN  JR,  WALTER  CLAY,  GREENEVILLL 
COBBLE,  DOUGLAS  CATPUN,  GREENEV ILLE 
COLE,  RONALO  ARTHUR,  GREENEVILLE 
OIFZ  D'AOX,  ROBERT  C,  GREENEVILLE 
EASTERLY  JR,  JA“ES  E,  GREENEVILLE 
ELLEN  BURG  JR,  LOkE  LAMAR,  GREENEVILLt: 

* ELLENRURG,  LUKE  L,  GREENEVILLE 
FLOHR,  RUBERT  STEPHEN,  GREENEVILLE 

* GIBSON.  RAE  B,  GREENEVILLE 
GILES,  STANLEY  A,  GREENEVILLE 
HARTSELL,  MICHAEL  H,  GREENEVILLE 
HOLT,  PEVLEY  D , GREENEVILLE 
HOPPE,  GUROON  PAUL,  GREtNEVILLE 
HORNER,  NATHAN  P,  GREENEVILLE 
KEERLEK,  BEN  JENNINGS,  GREENEVILLE 
KITCHIN,  WINSTON  H,  GREENEVILLE 
MARSA,  GORDON  L.  GREENEVILLE 
MASON,  WALTER  LAwRENCE,  GREENFVILLE 
MATHEWS  Jw , KENNETH  M,  GREENbV ILLE 
MATHIESEN  JR,  K MARLIN,  GREENEVILLE 
MCKINNEY,  JAMES  RAY,  GREENEVILLE 
MCNIEL,  FRANK  H,  vOiEIEIM 

MCNIEL  , JANET , MOSHE  IM 
METCALF  III,  DEE  LAMAR,  GREENEVILLE 
MONTGOMERY,  CHAS  ALEXANDER,  GREENEVILLE 
MYERS,  FKtOFkICK  J,  GREENEVILLE 
ODELL,  MICHAEL  J,  GREENEVILLE 
ODEN,  GED  WESLEY,  GREENEVILLE 
PATTERSON,  DAVID  OSCAR,  GREENEVILLE 
REARDON,  PETIR,  GREENEVILLE 

* REVIERE,  CALVIN  BARTON,  GREENEVILLE 


760 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


ROOGERS,  JAMES  STEVEN,  GREENSVILLE 
ROOGERS,  LARRY,  GREENEVILLE 
SCOTT,  WILLIAM  JOSEPH,  GREENEVILLE 
SHAW,  JOHN  LOUIS,  GREENEVILLE 
SMEAD,  WILLIAM  J,  GREENEVILLE 
STANLEY  III,  RICHARD  E,  GREENEVILLE 
STRANGE,  E BRAD,  GREENEVILLE 
STRIHER,  ROBERT  M,  GREENEVILLE 
SUSONG,  KENNETH  CLARK,  GREENEVILLE 
THACKER,  WH  CARL,  GREENEVILLE 
TURK,  RONALD  E,  GREENEVILLE 
VILLENEUVE,  VICTOR,  GREENEVILLE 
WEBSTER,  THOS  MOORE,  GREENEVILLE 

HARDIN  COUNTY  MEDICAL  SOCIETY 

BLANKENSHIP  JR,  H,  SAVANNAH 
BROWN  II,  JOE  LAURENCE,  JACKSON 
BROWN,  JANE  WARNS,  JACKSUN 
CHURCHWELL,  A GRIGG,  SAVANNAH 
COX,  MALCOLM  A,  SAVANNAH 
FREEMAN,  JOHN  L,  SAVANNAH 
GREENE,  RICHARO  S,  SAVANNAH 
LAY,  JOHN  DANL , SAVANNAH 
PETERS,  JOSEPH  A,  SAVANNAH 
RAO,  GADE,  SAVANNAH 
ROE,  THOS  VANCE,  SAVANNAH 
THOMAS,  HOWARD  W,  SAVANNAH 
THOMAS,  JAMES  HOWARD,  SAVANNAH 

HAWKINS  COUNTY  MEDICAL  SOCIETY 

BAIRD  JR,  RENFRO  B,  ROGERSVILLE 
ELKINS,  LARRY  H,  ROGERSVILLE 

* GAMBREL,  RALPH,  ROGERSVILLE 
GIBBONS,  WILLIAM  E,  ROGERSVILLE 
GOYEAU,  FRANCIS,  ROGERSVILLE 

* JOHNSON,  C C,  ROGERSVILLE 

HENRY  COUNTY  MEDICAL  SOCIETY 

ADAMS,  R OB  T D,  PARIS 
CAMPBELL,  WM  RUSSELL,  PARIS 
GARRETT,  GLENN  SANDERS,  PARIS 
GRIFFEY  JR,  WALTER  P,  PARIS 

* GRIFFEY,  WALTER  PLUMMER,  BUCHANAN 
HARRISON,  TERRY  0,  PARIS 

* HOWELL  SR,  IRVIN  «,  PARIS 
LEE,  SEUNG  H,  PARIS 
MCINTOSH,  BARRY  PARK,  PARIS 
MOBLEY  JR,  EMMETT  P,  PARIS 
MOBLEY  JR,  JOE  DICK,  PARIS 
MOSLEY,  JOE  0,  PARIS 
MOORE,  JAMES  D,  PARIS 
NEUMANN  SR,  JOHN  E,  PARIS 

norman,  Dwight  michael,  paris 

* RHEA  SR,  WM  GARONER,  PAkIS 
ROBERTSON,  JAMES  BUFORD,  PARIS 

* ROSS,  KENNETH  GUYSTEAU,  PARIS 
SENTER  JR,  JUHN  MAXWELL,  PARIS 
SLEADD,  FRANK  8LAN0,  PARIS 
TUSA,  VINCE  CHAS,  PARIS 

WOOD,  THOS  CHAS,  PARIS 

JACKSON  COUNTY  MEDICAL  SOCIETY 

OUONEY , ELIJAH  MORGAN,  GAINES8OR0 

KNOXVILLE  ACADEMY  OF  MEDICINE 

A A B Y , GENE  VICTOR,  KNOXVILLE 

* A8SHER , LEE  A,  KNOXVILLE 

* ACKER  JR,  JOS  E,  KNOXVILLE 

* ACKER,  JAMES  JOS,  KNOXVILLE 
ACKER,  JOHN  H,  KNOXVILLE 
ACUFF,  WM  JOS,  KNOXVILLE 

A 0 A MS , TERRY  LEE,  KNOXVILLE 
AKIN,  HOBART  E,  KNOXVILLE 

* AKIN,  ROBT  LOUIS,  KNOXVILLE 
AMRROSE,  PAUL  SEA8R0UK,  KNOXVILLE 
AMBROSIA,  JOHN  M.  KNOXVILLE 
ANOERSON,  THUMAS  I,  KNOXVILLE 
ANDREWS,  EDMUNO  d,  KNOXVILLE 
ANGE,  CHAS  GILMER,  KNOXVILLE 
ANGE,  DAVIO  WESTLEY,  KNOXVILLE 
ANTONUCCI,  RICHARO  A,  KNOXVILLE 
ARNOLC  JR,  HENRY  GRADY,  KNOXVILLE 
AVERA,  JOHN  W,  OAK  RIDGE 

AVERY,  BEBE  ANNE  BASS,  KNOXVILLE 
AVERY,  ROBERT  BRUCE,  KNOXVILLE 
AVERY,  SHIRLEY  BANNISTER,  KNOXVILLE 
BADDOUR  JR,  GEORGE  R,  KNOXVILLE 
BAILEY  JR,  WM  ROSS,  KNOXVILLE 
BAKER  JR,  MARTIN  ROSS,  KNOXVILLE 
BAKER  JR,  PAUL  D,  KNOXVILLE 

* BALLOU,  GORDON  STEELY,  KNOXVILLE 
BANKSTON,  FLUYD  N,  KNOXVILLE 
BARNES  III,  ROBERT  L,  KNOXVILLE 
BARNETT,  CHARLES  F,  KNOXVILLE 
BARRON,  FREDDIE  T,  KNOXVILLE 
BEAHM,  WALTER  CLARENCE,  KNOXVILLE 
8 E ALS , DANL  FRANKLIN,  KNOXVILLE 
BEALS,  JOE  OUNCAN,  KNOXVILLE 
BEAMER,  WILSON  C,  KNOXVILLE 
BEASLEY,  ALFRED  DURANT,  KNOXVILLE 
BEOWELL,  WILLIAM  HOWARD,  KNOXVILLE 
BEDWINEK,  JOHN  M,  KNOXVILLE 
BEELER,  T CRAIG,  KNOXVILLE 

BELL  III,  W REID,  KNOXVILLE 
BELL,  JAMES  BUWERS,  SEYMOUR 
BELL,  JOHN  HENRY,  KNOXVILLE 

* BELL,  SPENCER  Y,  KNOXVILLE 
8ELL0MY , BRUCE  B,  KNOXVILLE 
BENEDICT,  WALTER  HANFORD,  KNOXVILLE 
BENHAYON,  JACK,  KNOXVILLE 


BENTON,  JAMES  CARL,  KNOXVILLE 
BEVELHIMER,  ANN  S,  KNOXVILLE 
BIGGS,  ALBERT  W,  KNOXVILLE 
BIGGS,  MONTE  BRUCE,  KNOXVILLE 
BIRDWELL,  DAVIO  ALLEN,  KNOXVILLE 
BISHOP  JR,  ARCHER  W,  KNOXVILLE 
BISHOP,  HARRY  LOUIS,  KNOXVILLE 
BLACK  JR,  JOE  WM,  KNOXVILLE 

* BLACK,  CHAS  w,  KNOXVILLE 
BLACK,  WILLIAM  0,  KNOXVILLE 

* BLAIR,  CORRIE,  LUUDUN 
BLAKE,  LYNN  FRENCH,  KNOXVILLE 
BLOSSOM,  GERALO  LEE,  KNOXVILLE 
SOONER,  MATTHEW  S,  KNOXVILLE 
BOGARTZ,  LEON  JACOB,  KNOXVILLE 
ROOHER,  ROBERT  w,  KNOXVILLE 
BUST,  WM  EUGtNE,  KNOXVILLE 

boswell,  wage  h,  Knoxville 

BRABSON,  LEONARD  ALLISON,  KNOXVILLE 
BRADSHER  JR,  JACOB  T,  KNOXVILLE 
8RAKEBILL.  LARRY  C,  KNOXVILLE 
BRANSON,  AU6RA  DAVID,  KNOXVILLE 

* BRASHEAR,  RUdT  G,  KNUXVILLF 
BRIMI,  ROBT  JOHN,  KNOXVILLE 
BRINNER,  RICHARO  A,  KNOXVILLE 
BRITT,  JAMES  CLYDE,  KNOXVILLE 
HROADY,  JOS  LERGV,  KNOXVILLE 
BROOKS,  ROBT  I,  KNOXVILLE 
BROTT,  WALTER  H,  KNOXVILLE 
BROWN  JR,  FREDERICK  F , KNOXVILLE 
BROWN,  SAMUEL  I,  KNOXVILLE 
BRYAN,  RONALO  WM,  KNOXVILLE 
BRYSON,  ANOKEW  LAIRD,  KNOXVILLE 
BUNN,  RAYMOND  CLYDE,  KNOXVILLE 
BUNTAIN,  n I LL I AM  L,  KNOXVILLE 
BUONOCCRE,  EUwARO,  KNOXVILLE 
BURDETTE,  JAMES  A,  LENOIR  CITY 
BURKHART,  JAMES  M,  KNOXVILLE 
BURKHART,  JOHN  H,  KNOXVILLE 
BURKHART,  JUHN  MCLAIN,  KNOXVILLE 
BURKHART,  WILLIAM  L,  KNOXVILLE 
BURNS  JR,  JAMES  L,  KNOXVILLE 
8USHKELL,  LAWRENCE  L,  KNOXVILLE 
8USH0RE,  JOHN  THOS.  KNUXVILLF 
8USH0RE,  "ARTHA  J SMITH,  KNUXVILLF 
3 Y R 0 , WM  GEO , KNOXVILLE 
CAMPBELL  JR,  JOHN  E,  KNOXVILLE 
CAMPBELL,  JOHN  WILSON,  KNOXVILLE 
CAMPBELL,  MORRIS  UEAN,  KNOXVILLE 
CAMPBELL,  PHILIP  0,  KNOXVILLE 
CAPPS,  RUdERT  J,  KNOXVILLE 
CARLUMAGNO,  OSCAR  MARIO,  KNUXVILLF 
CARLSCN  JR,  C SANFORD,  KNOXVILLE 

* CARLSON,  L SANFORD,  KNOXVILLE 
CARPENTER,  KENNETH  B,  KNOXVILLE 

* CARR,  FREDERICK  w,  KNOXVILLE 
CATRON,  OUNALO  GIBSON,  KNOXVILLE 

* CAYLOR.  LLOYD  G,  KNOXVILLE 
CHERRY,  RONALD  R,  KNOXVILLE 
CHESNEY,  JOHN  TUCKER,  KNCXVIlLE 

a CHESNEY,  LUTHtR  w,  KNOXVILLt 
CHIRONNA,  ROBERT  L,  KNOXVILLE 
CHOBANIAN,  SARKIS  J,  KNOXVILLE 

* CHR  ISTEN BERRY  JR,  HENRY  E,  KNOXVILLE 
CHR  I STENBERRY  JR,  K W,  KNOXVILLE 

* CHR IS TENBERK Y , KENNETF  W,  KNOXVILLE 

* CHRISTIAN,  HENRY  S.  KNOXVILLE 
CHRISTIANSEN,  DEoORAH  J,  KNOXVILLE 
CLOUD,  WM  WILEY,  KNOXVILLE 

COLE,  ROBT  RELAND,  KNOXVILLE 
COLLIER  JR.  RUBT  HOYAL,  KNOXVILLE 
COLLMANN,  IRVING  REID,  KNCXVILLE 
COMAS,  FRANK  VILANOVA,  KNCXVILLE 

* CONGOGN , CHAS  C,  OAK  RIUGE 
CONLEY.  OEAN  RAYMONO,  KNLXVILLE 

* CONNER,  EUWARO  D,  KNOXVILLE 
COOLEY,  CAROLINE  t,  KNOXVILLE 
COOPER  JR,  JUHN  HARRISON,  KNOXVILLE 
COP  AS.,  PLtAS  R,  KNOXVILLE 

COREY,  DAVIO  ANTHONY,  KNOXVILLE 
COUGHLIN  JR,  OENNIS,  KNOXVILLE 
CRAWLEY,  ROBERT  A,  KNOXVILLE 
CREUTZINGER,  OAVID  J,  KNOXVILLE 
CRUMLEY,  JOE  C.  KNOXVILLE 

* CULLUM,  JESSE  P.  KNOXVILLE 
CURFMAN,  w CUKBET,  KNOXVILLF 
DABBS,  RANOAL  L,  KNOXVILLE 
DALTON,  MUkRIS  NORTON,  KNOXVILLE 
DAVIS,  LLUYD  CLEVELAND,  KNOXVILLE 
OE  FIORE  JR,  JOS  CHAS,  KNOXVILLE 
DE  LEESE,  JOSEPH  S,  KNOXVILLE 

OE  PERSIO,  RICHARD  J,  KNOXVILLE 
DEMFRS,  ROBERT  G,  KNOXVILLE 
DENNENV  III,  JAMES  C,  KNOXVILLE 

* OIDOLE,  ALBERT  W,  KNOXVILLE 
DILL,  STEPHEN  H,  KNOXVILLE 
DILWORTH,  LEE  L,  KNOXVILLE 
DOIRON,  CLINT  T,  KNOXVILLE 

* OOMM,  SHELDON  EOWARO,  KNOXVILLE 
DORSEY,  LARRY,  KNOXVILLE 
DOUGHERTY  JR,  JOHN  H,  KNCXVILLE 
OOUCHERTY,  ROBT  EDWARD,  KNOXVILLE 
DOWNS,  JAMES  E,  KNOXVILLE 

* DRESNER,  EVELYN  EDITH,  KNOXVILLE 
OUFFY  III,  RICHAKD  N,  MARYVILLE 
OUFFY,  MARY  BROCK,  KNOXVILLE 

* DUKES,  JAMES  B,  KNOXVILLE 
OUNCAN  JR,  RAPHAEL  H,  KNOXVILLF 

* ouncan,  Orville  jack',  knoxville 

EARNEST  JR,  CHAS  R,  KNOXVILLE 
EARNHARDT,  J WILLIAM,  KNCXVILLE 


EASTHAM,  JEROME  E,  KNOXVILLE 
EBENEZER,  C S ALBERT,  KNCXVILLE 
EBERLE,  ANDREA  J,  KNOXVILLE 
EISELE,  SANORA  A,  KNOXVILLE 
EISFNSTADT , MICHAEL  L,  KNOXVILLE 
ELLENRURG,  DONALD  T,  KNOXVILLE 
ELLIOTT,  MICHAEL  d,  KNOXVILLE 
ELLIS,  ROY  C,  HARROGATE 

* ELY,  JAMES  H , KNOXVILLE 
EMBRY,  JERRY  J,  KNOXVILLE 
ENGLAND,  w DAVID,  KNOXVILLE 
ERICKSON,  RICHARO  JAMES,  KNOXVILLF 
ERwIN,  STANLEY  W,  KNOXVILLE 
ETEZAO I-AMOLl , SAEEO,  KNOXVILLE 
EVANS,  JOHN  HAROLD,  KNOXVILLE 
FARDON,  DAVID  FAVREAU,  KNOXVILLE 

farris,  richaru  kent,  knoxville 

FECHER,  MARK  P.  KNOXVILLE 

FELC,  NEIL,  KNOXVILLE 

FERGUSON,  JAMES  V,  KNOXVILLE 

FETZER  JR,  JOHN  wOOORUW,  JEFFERSON  CITY 

FILCHCCK,  JOANNE,  KNUXVILLF 

FILLHCRE,  GEO  EDWARD,  KNOXVILLE 

FINELLI,  ROBERT  tUwAKU,  KNOXVILLE 

* FINER,  GEJ  HARVEY,  SARASOTA,  FL 
FOGLE,  PICHAkD  ALLEN,  KNOXVILLE 
FOSTER,  JERRY  M,  KNOXVILLE 
FOSTER,  WILLIAM  EDWIN,  KNCXVILLE 
FRAME,  BARRY  0,  KNOXVILLE 

* FREEDMAN,  HAkULO  D,  LENOIR  CITY 
FREEMAN,  COY,  KNUXVILLF 

FRERE  JR,  JUHN  M,  KNOXVILLE 
FRY  JR,  MELLUN  ALMA,  KNUXVILLF 
FURR,  FRED  M,  KNOXVILLE 
GALIAROI,  MARTY  P,  KNOXVILLE 

galyun  jr,  frank  b,  knoxville 

GARCIA  JR,  JUS  ISARFL,  KNOXVILLE 
GARDNER,  WM  HENRY,  KNOXVILLE 
GARRETT  JR,  ALBERT  S,  OAK  RIDGE 
GEE  JR,  GEO  LEONARD,  KNOXVILLE 
GENTRY,  RUBT  HOMER,  KNOXVILLE 
GERRIN,  UAVIO  GEORGE,  KNOXVILLE 
GIBSON,  CARL  EUGENE,  KNOXVILLE 
GILBERTSON,  ROBT  B,  KNUXVILLF 
GILLESPIE,  RICHARU  ALLEN,  KNOXVILLE 
GILREATH,  CATHERINE  ANN,  KNOXVILLE 
GIO GIANNI,  MARIO  G,  KNOXVILLE 
GITSCFLAG,  GARY  N,  KNOXVILLE 
GITSCHLAG,  KAMILIA  F,  KNOXVILLE 
GLFAVES  JR,  JAMES  E,  KNOXVILLE 
GLOVER  JR,  ABNFr  m,  KNOXVILLE 
GLOVER,  A MICHAEL,  KNOXVILLt 
GOOWIN,  CHAS  WAYNE,  KNOXVILLE 
GOLDMAN,  MITCHELL  H,  KNOXVILLF 

* GOOOGE,  BAYARD  0,  CUNCUkO 
GOUGE  JR,  JOSEPH  H , KNOXVILLE 
GUUOELOCK,  D STEVENSON,  LOUISVILLE 
GDUFFON , CHAS  ALLEN,  KNOXVILLE 

gould,  hohard  r,  knoxville 

GRAHEEL,  CONRAD  LINDSAY,  KNOXVILLE 
GRAHAM,  RANDAL  0,  KNUXVILLF 
GRAY,  FRANK  rtENTUN,  KNOXVILLE 
GREENE,  JAMES  ALLEN.  KNOXVILLF 
GREENE,  RICHARD  w,  KNUXVILLF 
GREENWOOD,  JtFFERY  D,  KNOXVILLE 
GREfSOM,  GORDON  S,  KNOXVILLE 
GRIFFITH,  ROBT  CARL,  KNOXVILLF 
GROSSMAN,  ALLAN  M , KNOXVILLE 
GROVES,  ROBERT  MCDONALD,  KNOXVILLE 
GUYTON  JR,  JAMES  R,  KNOXVILLE 
GYURIK,  CATHEKINL  E,  KNOXVILLE 
HAASE  J»,  THtODORE  F,  KNOXVILLE 
HAHN,  JAN  r,  LENUIR  CITY 
HALL,  CCN  J,  KNUXVILLF 
HALL,  ROBT  E 0 M UNO , KNOXVILLE 
HAMPTON,  BERT  ALLAN,  KNOXVILLE 
HANNA,  WAnlO  I,  KNOXVILLE 
HAO,  J A MSH  El)  U,  KNOXVILLE 
HARAF,  F R a NK  JOS,  KNOXVILLE 
HARB,  JOS  w , KNUXVILLE 
HARGROVF,  R LESLIE,  KNUXVILLE 
HARRELL,  THUMAS  G,  KNOXVILLE 
HARRIS,  ROBT  WAYNE,  KNOXVILLE 
HARRISCN,  JOHN  E d,  KNOXVILLE 

» HARRISCN,  wM  HLAIk,  LOUDON 
HASSELL,  UAVIO  F,  KNOXVILLE 

* HAYES  JR,  TUCKEY  J T,  KNOXVILLE 
HAYS  JR,  JAMES  M,  KNOXVILLF 
HAYWORTH,  RAY  "IlFON,  KNCXVILLE 
HECHT,  JEFFREY  S,  KNOXVILLE 

* HEINTZELMAN,  JOHN  H L,  SEAL  BEACH,  CA 
HEIStR,  OUN  RICHARU,  KNOXVILLE 
HEMBREE,  DOUGLAS  KIRBY,  KNOXVILLE 
HEMPHILL,  JAMES  LOUIS,  KNCXVILLE 
HENDERSON.  RICHARD  WINN,  KNOXVILLE 
HENRY,  BERTRAM  RUwE,  KNUXVILLE 
HETRICK,  THOMAS  HENRY,  KNOXVILLE 
HICKS  JR,  HOwARD  KFNNETH,  KNOXVILLE 

* HICKS,  HUwAKD  KENNETH,  KNUXVILLE 
HIGGINS,  THOMAS  G,  KNOXVILLE 
HILL,  HUBERT  CAWOOO,  KNUXVILLE 
HITCH  JR,  JAMES  PARKS,  KNCXVILLE 
HOBART  JR,  RICHARU  LOREN,  KNOXVILLE 
HOCGE,  FREDERICK  wM,  KNUXVILLE 

* HOEY,  DAVIO  FRANCIS.  KNOXVILLE 
HOGAN,  WILLIAM  MITCHELL,  KNOXVILLE 
HOSKINS,  JOHN  C,  KNUXVILLE 

* HOSKINS,  LEON  CUNO.  KNOXVILLE 
HOVIS,  WM  MARVIN,  KNUXVILLE 

* HOWARD  JR,  G TURNER,  KNOXVILLE 
HOWE,  JOHN  W,  KNOXVILLE 
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HU  8 NE  R , KARL  FRANZ,  KNOXV  ILLt 
HUDDLESTON,  CHAS  IRVING,  KNOXVILLE 
HUDGENS  JR,  JANES  F,  KNUXVILLE 
HUDSON  JR,  ARNOLD  R,  KNOXVILLF 

♦ HUGGIN,  PtKRY  M , KNUXVILLE 
HURST,  FRED  ALAN,  KNGXVILLt 
HUSKEY,  LARRY  CECIL,  KNOXVILLE 
HUTCHINS,  STfcRHEN  F,  KNOXVILLE 
HUTSON,  CHAS  COnHS,  KNOXVILLE 
HYATT,  HUGH  CROCKETT,  KNUXVILLE 
HYDE,  GILbERT  L,  KNOXVILLE 

♦ IDOL,  ENOCH  COLVIN,  KNUXVILLE 

♦ IRWIN,  CLIETON  E,  KNOXVILLE 
IVENS,  MARK  YOUNG,  KNOXVILLE 
JACKSCN  , ROBERT  C,  KNOXVILLE 
JANZEN,  WM  RUY,  KNOXVILLE 
JEFFRIES,  GLENN  tOWAKU,  KNOXVILLE 

♦ JENKINS,  ASTUK  L,  KNOXVILLF 
JENNINGS,  JEEFORY  G,  KNUXVILLE 
JOBSON,  KtNNETH  0,  KNOXVILLE 
JOHNSON,  CLIFFORD,  KNOXVILLE 
JOHNSON,  JANET  K,  CURDOVA 
JOHNSON,  JERRY  RICHARO,  KNOXVILLE 
JOHNSON,  JOE  HREESE,  KNOXVILLE 
JONES,  FRANCIS  S,  KNOXVILLE 

JOST,  RICHARD  RAVMONO,  SPRING  CITY 
JOURDAN,  PAUL  LEON,  KNOXVILLE 

♦ JOYCE,  MARGARET  ELIZABETH,  KNOXVILLE 
JULIUS,  CLARK  ELDON,  KNOXVILLE 
KASERMAN,  FREO  B,  KNOXVILLE 
KATTINE,  ANTHUNY  ALBERT,  KNOXVILLE 
KELLY,  ARTHUR  PAT,  KNOXVILLE 

♦ KELSO,  HAROLD  BILLS,  KNOXVILLE 
KENNEDY,  A GLENN,  KNUXVILLE 

♦ KENNEDY,  JOHN  OLNEY,  KNUXVILLE 
KESTERSON,  GREGG  H D,  KNOXVILLE 
KESTERSON,  JOHN  E,  KNOXVILLE 
KHAIRCLLAHI,  VALI,  KNOXVILLE 
KHAN,  ABDUL  H,  KNOXVILLE 
KILLEFFER,  FRED  AYRES,  KNOXVILLE 
KIR,  YOO  KEUN,  KNOXVILLE 
KINCAIO,  GEOFFREY  C,  KNUXVILLE 
KING,  IRVIN  RAY,  KNOXVILLE 
KING,  JACK  DONALD,  KNOXVILLE 
KIRK  JR,  CLIFFORD  C,  KNOXVILLE 

♦ KLEIN  JR,  VICTOR  HILL,  KNOXVILLE 
KLEIN,  CARL  JOHN,  KNUXVILLE 
KLEIN,  FREDERICK  A,  KNOXVILLE 
KLIFFOTH  III,  A BERNHARD,  KNUXVILLF 
KNOWLING,  ROBT  EDWARD,  KNOXVILLE 
KUEFOOT  JR,  R BRUCF,  KNOXVILLE 
KRAUSS,  STEPHEN,  KNOXVILLE 

KRISLE  III,  GEORGE  RENEES,  KNOXVILLE 
KUBOTA,  THOMAS  T,  KNOXVILLE 
LACEY  III,  JOHN  x,  KNOXVILLE 
LAING,  WM  GAVIN,  KNOXVILLE 
LASH,  ROBT  F,  KNUXVILLE 
LATHAM,  KENT  EMERSON,  KNOXVILLE 
LAW  JR,  WILLIAM  M , KNUXVILLE 
LAW  SR,  WILLIAM  M,  KNOXVILLE 
LAZARUS,  STEPHEN  M,  KNOXVILLE 
LE  BEL,  SERGE,  KNOXV  ILLt 
LEAHY,  PICHAEL  DOUGLAS,  KNOXVILLE 
LEONARD,  JOE  H,  KNOXVILLE 

♦ LESHER,  JUHN  HAROLO,  KNUXVILLE 
LESTER,  THOMAS  EUwAkD,  KNOXVILLE 

letard,  Francis  x,  knoxville 

LETHCO,  GARY  U,  KNOXVILLE 
LEWIS,  GLORIA  L,  KNOXVILLE 
LEWIS,  ROBT  A,  KNOXVILLE 
LIGHTER,  DONALD  E,  KNOXVILLE 
LIN,  KUANG-TZU  OAVIS,  KNOXVILLE 
LINE,  FELIX  GLEN,  KNOXVILLE 
LITTLEFIELD,  THONAS  k,  KNOXVILLE 
LONOON,  FkANK,  KNOXVILLE 
LONG,  HENRY  HEATH,  KNOXVILLF 
LORCH,  VICH1EN,  KNUXVILLE 
LOWRY,  RANDOLPH  R,  KNOXVILLE 
LOWRY,  THUS  HENRY,  KNOXVILLE 
LOZZIO,  CARREN  REKTUCCI,  KNOXVILLE 
LUNA,  JOE  LOUIS,  KNOXVILLE 
LUTTRELL,  ARVFLL  STANLEY,  KNOXVILLE 
RACK  JR,  JOHN  W,  KNOXVILLE 
RACLEAN,  RONALD  N,  KNOXVILLE 
MADDOX  JR,  JOHN  R,  KNOXVILLE 
MADIGAN,  ROBT  REGIS,  KNUXVILLE 
RAGGAKT , MICHAEL  L,  KNOXVILLE 
MALONE  JK,  EDWARD  ",  KNOXVILLE 
MANCEBO,  GERALD  L,  KNOXVILLE 
MANNING,  RICHARD  0,  KNOXVILLE 
MANSY,  JOSEPH  R,  KNOXVILLE 
MARCY,  JOHN  SARL,  KNOXVILLE 
MARSHALL,  JOHN  HUUSOE N L,  KNOXVILLF 
MARTIN,  CHPIS  JOHN,  KNOXVILLE 
MARTIN,  ROBERT  0,  KNOXVILLE 
MASSINCALE,  H LVNN,  KNOXVILLE 
MASTERS,  STEVEN  BRADLEY,  KNOXVILLE 
MATHEWS,  CARL  LESLIF,  KNOXVILLE 
MAULL,  KIMBALL  I,  KNGVILLE 
MAVES,  BARRY  Y,  KNOXVILLE 

♦ MAYNARD,  MARGARET  AGNES,  ATLANTA,  GA 
MCCALLEN,  PERRY  BOIES,  KNOXVILLE 
MCCAMMON,  CURTIS  P,  KNOXVILLE 

♦ MCCAMPBELL,  BRUCE  R,  KNOXVILLE 
MCCOLLUM,  LIONEL  0,  KNOXVILLE 
MCCOY  III,  WILLIAM  JUHN,  KNOXVILLE 
MCGHEE,  WILLIAM  EDWARO,  KNOXVILLE 
MCGINN,  LARRY  DEAN,  KNOXVILLE 
MCGINNIS,  CARROLL  WILLIAM,  KNOXVILLE 
MCKENZIE  JR,  ELMER  W,  KNOXVILLF 
MCKENZIE,  DONALD  KFITH,  KNOXVILLE 


MCKENZIE,  JEKII"t  E,  KNOXVILLE 

* RCKINNEV,  RAkION  DFRkY,  KNOXVILLE 
RCKISSICK,  WILLIAM  R,  KNOXV ILLt 
MCRIIRRV,  JOSEPH  StAKLt,  KKCXV  ILLt 
RCNELLEY,  EDWARD  TRENT,  NORRIS 
MCNEELiY,  HO*  A R 0 ri  , NORKIS 
MCPfAKE  III,  w I L L I A M I,  KNOXV I L Ll- 

* RCPfAKF,  WILLIAM  T,  LOUDON 
REAnOwS,  KUBT  WALTER,  K MUX  VILLI 

RE  ISENHF  I MLR,  STEPHEN  L,  KNOXVILLE 
MEYERS,  ANTHUNY  L.  KNOXVILLE 
RILLtR  JR,  CARTE*  I,  K NU  * V I L L I 
R I L L F R , CuRISIOPHEK  A,  KNUXVILLE 
R1LLEK.  RICHAtL  KNOxvILLt 

R1LLFR,  THOMAS  « , KNUXVILLE 
MILLER,  w-  Oil  ID,  KNOXVILLE 
MIRE,  A Or  AN,  KNOXVILLF 
MISRA,  SAkADA  N , R NO  X V ILLt 
MITCHELL  A R , E 1 1 Y B , KNUXVILLI 
RITCHILL,  DONALD  EUGENE,  LINIIIk  CITY 
MIXON,  WILLIAM  v,  KNUXVILLE 
RORLEY.  JACK  MURPHY,  KNUXVILLE 
MOFFETT,  iTEVEN  k,  KNOXVILLt 
MONTGOMERY  JK , JOHN  LtE,  KNOXVILLE 
mONTGORFKY,  JOS  ruCKEK,  KNOXVILLE 
MONTGOMERY,  ROBERT  N,  KNOXVILLF 
MOON,  JOS  HEN  JAM  InF , KNOXVILLE 
MOORE  JR,  JUHN  DAVID,  KNOXVILLE 
RUORE  JR,  m f-  K k ILL  DENNIS,  KNUXvIlLF 

* ROORf,  JOHN  DAVID,  KNOXVILLE 
RUORE,  ROBERT  SAYLOu.  KNOXVILLE 
MUORFSIDL,  DOUGLAS  tOWARI),  KNOXVILLE 
RUREHEAD,  LANlE,  KNOXVILLE 

MORENO,  FKANCISCU  G,  KNOXVILLE 
MORGAN,  TUMMY  E , KNOXVILLE 
MORGAN,  TKAYIN  EUGENE,  KNOXVILLE 
MORRIS,  SEEVtN  ALL*  N,  KNGXVILLt 
MOSELEY,  JAMES  E,  KNUXVILLF 
"OUNGtR,  EMERSON  JAY,  KNUXVILLF 
MUELLER,  Kllil  LOUIS,  KNUXVILLF 
MUMFORO,  MARK  S,  KNUXVILLE 
MURPHY , M DIANNE,  KNOXVILLF 
MURRAY  J»,  EUwARD  LEl,  KNOXVILLE 
MUSF  jo,  wM  SCUEI,  KNOXVILLE 

* “USE  SR,  W“  S,  KNOXVILLE 
MUTTER,  MITCHELL  L,  KNOXVILLt 
MYERS,  JAMES  U A V I U , KNOXVILLE 
NATFLSCN,  STEPHEN  ELLIS,  KNUXVILLE 
NEHLETT,  JOHN  w,  KNUXVILLE 
NELSUN  JR,  HENRY  S,  MARYVILLE 
NELSON  JR,  JOHN  K,  KNOXVILLE 

* NELSON  Jk,  w M ALEXANOLR,  KNUXVILLE 
NELSON,  BILL  M,  KNOXVILLE 
NELSUN,  MARK  L,  KNOXVILLt 
NEWTON,  KkISIY  L,  KNUXVILLE 

* NICELEY,  tUGENE  PARK,  KNUXVILLE 

* NICHIJLS,  HAZtL  “AkIF,  KNUXVILLE 
NORWOOD,  CHRISTOPHER  w,  KNOXVILLL 
NOXON,  ELY  I N tt,  KNOxvILLt 
OBFNOUR,  RICHARD  A,  KNOXVILLE. 

OGOFN,  HARRY  K,  KNOXVILLE 

OGLE,  EOMLR  CAMPBELL  , KNOXVILLE 
OTIS,  MICHAEL  VAUGHN,  KNOXVILLE 
OVERHULT,  RtRcElN  E,  KNOXVILLE 

* OVFRHOLT,  BEKGEIN  M,  KNUXVILLE 
OVERHOLT,  RObtRT  MARION,  KNOXVILLE 
OwEN,  J OAVIl),  KNOXV  ILLt 

OZOIL,  TURAN,  KNOXVILLE 
PACK,  KCNALU  LYNN.  KNCXYILLE 
PAINE  JR,  RAYMOND  LEE,  KNOxvILLt 
PALAT1NUS,  JUS,  UAK  K I OGE 
PAPPAS,  SAM  OEO,  KNOXVILLE 
PARK,  SOUNG-HU,  KNOXVILLE 
PARSONS . ROY  rf,  KNOxvILLt 
PATIL,  VIJAYA  R , KNUXVILLE 
PATTERSON  JR,  RtcSF  W,  KNCXYILLE 

* PATTERSON  JK,  Klllir  E,  KNUXVILLE 
PATTERSON,  FRANCES  K,  KNUXVILLE 
PATTEkSCN,  ft  M L,  KNUXVILLF 
PAULSEN,  wM  ALLEN,  KNCXYILLE 

* PAYNE,  FRANCIS  HOMER,  KNOXVILLF 
PEACLER,  LHAS  G,  KNUXVILLF 
PEARCE,  ROBERT  L,  KNUXVILLE 
PEDIGO,  RANDALL  t,  KNOXVILLE 
PEEBLES,  EREU  NEAL,  KNUXVILLE 

« PENN,  JARRELL,  KNOXVILLE 

PERRY,  RUN  ALU  HOWARD,  KNOXVILLE 

* PETERS,  H OtwEY,  KNOXVILLE 

PHELPS  JR,  P R t STUN  V,  KNOXVILLE 
PHELPS,  RICHARO  w,  KNOXVILLE 
PHILLIPS,  MICHAEL  0,  KNUXVILLF 
PIFNKOWSKI , MAKER  M , KNUXVILLE 

* PIERCE,  IRA  S,  KNOXV  ILLt 

PIERLE,  STEVEN  FAULKNER,  KNUXVILLE 
PIERCE,  TRUE  E T H,  SNtEDVILLE 
PITARO,  CECIL  F,  KNUXVILLE 
PLACE,  JAMES  G,  KNUXVILLE 
POOL,  MICHAEL  L,  KNUXVILLE 
PORTER,  E RAYMUNJ,  KNOXVILLt 

* POWELL  , WM  FORRFsr,  KNOXVILLE 

» POWERS,  bKUCt  RANKINS,  KNOXVILLE 
POwFRS,  LAURA  B,  KNUXVILLE 
PUWERS,  WILSON  WATKINS,  KNOXVILLt 
PRESSwCOO,  JAMES  J.  KNOXVILLE 
PRIDE,  H HAMMOND,  KNOXVILLF 
PRINCE  JR,  THOS  CHAFtK,  KNOXVILLE 
PRINCE,  MARK  D,  KNOXVILLE 
PRINZ,  STEPHEN  C,  KNOXVILLE 
PRITCHER,  G MARK,  KNOXVILLE 

* PROSF,  JAMES  CLINTON,  KNOXVILLE 
PURVIS,  JUHN  T,  KNOXVILLt 


o 


* 


* 


* 


OUIITY,  L H A w L t S L,  LOUISVILLE. 

RANGE  , JOHN  .i  , KNOXVILLE 
RANKIN.  UAV1U  “ , KNOXVILLE 
RAULS  TON  JR,  KENNtTH  L,  KNOXV ILLt 
RAWS ON,  FREEMAN  L.  KNOXVILLE 
RE  A T Ei , DAVID  11 , KNOXVILLE 
R t E D , STEVEN  W,  KNOXVILLL 
RtED,  WARREN  (,  , KNOxvILLt 
RIG  ESTER  JR,  ROLL  A Nl)  E,  KNOxvILLt 
REID,  WILLIAM  SEJAVT,  KNUXVILLE 
REYNOLDS,  CHARLES  w,  KNUXVILLI 
RICHAkCS,  a A U L f),  KNUXVILLE 
RIGGINS.  BILLY  NEWELL,  KNCXYILLE 
RI“rk,  RONALD  L‘E,  KNOXVILLE 
R I S r . 70  I VII  E , KNOXV  EL  LE 

RIJHINSCN,  RILH4R;)  * ALII*,  KNOXVILLE 

rmcfe-STEk,  John  grawioru,  knuxvillf 

RUOGtKS  JR,  JUHN  C,  KNOxvILLt 
ROGERS,  J,  RRY  RAY,  NORFOLK,  vA 


R 0 C f R S , wM  KLAK,  KN.iXVlLLt 
ROSF  III,  RICHARD  C,  KNOXVILLE 

ROWE,  HUE JR  0 t,  KNOXVILLE 

ROWF,  CECIL  OARRELL,  KNOXVILLE 
KUOOLPt,  BURIIJN  M,  KNOXVILLE 

R U A F E , OAVIl)  ANTHONY,  KNOXVILLF 
RULE  III,  «ILLIA“,  KNOXVILLE 

RULE,  JACK  ANORfw,  KNOXVILLE 
RULE,  KENNETH  ANuktw,  KNUXVILLE 
KULF.  KENNETH  ElllYO,  KNOXVILLE 
RUSSELL  JR,  CECIL  E,  POwELL 
RUSSELL.  ROBT  CLAUDE,  KNUXVILLE 
RUSSELL,  STEPHEN  A,  KNOXVILLE 
RUTH,  ALEX,  KNUXVILLE 
kUTFLEFCRU  Jk , CHAS  t,  KNOxvILLt 
RUTHEKFOKU,  KYLE  t)  T I S , KNGXVILLt 
RYAN,  THl'MAS  J,  A AN  ANTEI  NIC,  TX 
RYLANDS,  JOHN  CRAIG,  KNUXVILLE. 
SAEFOLD.  JOHN  HInkY,  KNUXVILLE 
SAIN,  H (JUT  LYNN,  KNUXVILLF 


SANDBERG,  RONALD  KENNETH,  KNOXVILLF 
SANDERS,  JERRY  E,  KNUXVILLE 
SAWYER,  CHRIS  TOE’Hfcp  t,  KNOXVILLE 
SCARIANO  JR,  JACK  E,  KNOXVILLE 
SCHAEFER,  BARkLTT  A , KNUXVILLE 
SCHAUMBURG,,  I ll-IS  w,  KNUXVILLE 
SCHNEIDER,  WM  JAMt  S,  KNUXVILLE 
SCOTT,  JUHN  LED  IS TOPHt R , KNUXVILLF 
SEALS,  RIJY  L t L , KNOxvILLt 
SEATON,  DOUGLAS  Y,  KNOXVILLE 
SEGARS,  JA“(  j HUGH,  KNOxvILLt 
SEMMtR,  JUHN  R,  KNOxvILLt 
SERRFLL.  PAUL  HliwI,  KNOXVILLE 
SEXTON  JR,  RICHARD  CARP,  KNUXVILLF 
SEXTON,  DAVID  G,  KNUXVILLE 
SEXTON,  DAVID  Ht-wRON,  OAK  RIJGt 
SEY“ULR,  DIGbY  GORDON,  KNCXYILLE 
SHEA  JR,  xAMt.w  C,  LENOIR  CITY 
SIOIHUI,  NASttM'JL  HAD,  kNCXVILLE 
SIOOIUUI,  HAEcEZUL  h,  KNUXVILLE 
SIENKNFCHT,  t CHARLES,  KNCXVILLE 
SILVER,  H STEVEN,  KNUXVILLE 
SI““1JNS,  JOHN  I),  KNOXVILLE 
SIM“  (j  NS,  kl-YNALU  T,  KNOxvILLt 
SIMONS,  JON  kURIC,  KNOXVILLE 
SKl.NNtR  III,  ROLAND  L,  KNOXVILLE 
SMELTZFR,  CHAS  C,  KNUXVILLE 


SMITH, 
S M I T H , 
SMITH, 
SMI TH, 
SMITH, 


BRULE  A,  KNOxvILLt 
EUGENE  BAXTER,  KNUXVILLE 
JOH  S , K ,U  x V I L L F 
LUUIS  A,  KNOXVILLE 


MICHAEL  G , 


KNUXVILLE 


SMITH,  ROOT  LLOYD,  KNOXVILLE 
SMITH,  VERNON  I,  LOUISVILLE 
SMITH,  WILLIAM  B,  Ntw  ORLEANS,  LA 
S“ITH,  W“  n , ne  . TAZEWELL 
SNYDER,  EUWAKD  0,  LOUDON 
SCLOMCN,  ALAN,  KNOXVILLE 
SOSS,  SHELDON  BARRY  , KNUXVILLE 
SUwELL,  JONATHAN  w,  KNOXVILLL 
SPIFGtL,  MARVIN  HOWARD,  KNOXVILLE 
STALLWORTH,  * M PARK,  KNLIXVILLE 

stevens,  runs  F,  RXIUXVILLC 
STILES  JR,  Ja “F  S H,  KNOXVILLE 
STITCHER,  R I CHAR  [1  J,  LINCOLN,  NE 
STOCK“AN,  JOHN  MILTON,  KNOXVILLE 
SUGANTHARAJ,  CHRISTIANA  R,  KNOXVILLE 
SULLIVAN  JR,  THOS  ALAN,  KNOXVILLE 
SULLIVAN,  w-  ROSS,  KMJXVlLLt 
SUNDAHL,  C GERALD,  KNOxvILLt 
SwANN  JR,  w “ KIRK.  KNUXVILLE 
S w E=  F T , JO  GORDON.  KNUXVILLE 
TARWATER,  JEAN  CAFE,  KNUXVILLE 
TATUM,  ROBERT  K,  KNOXVILLE 
TAUPE,  FUwARU  L,  KNUXVILLE 
TAYLOR,  JAMES  WALTER,  KNOXVILLE 
TAYLUP.  , KLNNEEH  M,  KNGXVILLt 
TEAGUE,  DALE  ALEXANDER.  KNOxvILLt 
TERRY,  WILLIAM  H,  KNOXVILLE 
THOMAS,  GARY  L,  KNOXVILLE 
THOMPSON  III,  JOSEPH  L,  KNOXVILLL 
THOMPSON,  RObtRT  t> , KNOXVILLE 
TIPTON,  WM  MARSHALL,  KNOXVILLE 
TOMPKINS,  FORREST  G.  KNOXVILLE 
TONEY  III,  LEE  E,  KNUXVILLE 
TOYOHARA,  HIkUSHI,  KNCXVILLE 
TRAYLOR,  rHOMAS  RtIO,  KNUXVILLE 
TREAT,  F L M E k LAwktNCE,  KNOXV ILLt 
TRENT,  BILLY  CARL,  KNOXV ILLt 
TRFNT,  LULIAN  wlLLtAMA,  KNGXVILLt 
TKOTTER  JR.,  GtO  MACK,  KMJXVlLLt 
TURNER,  JAMES  ESPY,  KNOXVILLL 
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♦ TURNEY.  M FRANK,  KNOXVILLE 
TYLER  JR,  WM  ALEXANDER,  KNOXVILLE 
UNDERWOOD,  MICHAEL  D,  KNOXVILLE 
URI,  MARGARET,  KNOXVILLE 
VANOERGRIFF,  KM  LOWELL,  KNOXVILLE 
VICK,  GEORGE  W,  KNOXVILLE 

VICKERS  JR,  MARVIN  HABER,  KNOXVILLE 
VINSANT,  CHRISTOPHER  L,  KNOXVILLE 
WAOE  JR,  DWIGHT  RORT,  KNOXVILLE 
WALKER,  BRUCE  EDkIN,  KNOXVILLE 
WALKER,  norma  BRAGG,  KNOXVILLE 
WALL,  JAMES  WHELANO,  KNOXVILLE 
WALLACE  JK,  CALVIN  R,  KNOXVILLE 
WALLACE,  SIDNEY  L,  KNOXVILLE 
WALLER,  DAVID  H,  KNOXVILLE 
WALLIS,  DONALD  EDwIN,  KNOXVILLE 
WALTERS,  WILLIAM  j,  SEVIERVILLE 
WALTON  JR,  CLIFFORD  L,  KNOXVILLE 
WARE,  ROBT  EDWIN,  KNOXVILLE 
WATSON,  DAVID  THEODORE,  KNOXVILLE 
WATTS,  GLENN  FERRELL,  KNOXVILLE 
WERRER,  GEO  RU8T,  KNOXVILLE 

♦ WEBSTER,  ROLAND  MARION,  STRAwBEkKY  PL 
WE  I SS  F ELD,  STEVEN  C,  KNOXVILLE 
RENDER,  CHAS  N , KNOXVILLE 

♦ WHANGER,  HERBERT  NOEL,  KNOXVILLE 
WHITE,  ROBERT  F,  KNOXVILLE 
WHITTAKER,  RICHARD  L,  KNOXVILLE 
WHITTINGTUN,  JOHN  WM,  KNCXV1LLE 
WHITTLE,  ROBT  BRUCE,  KNUXV I LLE 

♦ WILLIAMS,  LEE  L,  KNOXVILLE 
WILLIAMS,  MURIEL  LESTER,  KNOXVILLE 
WILLIAMS,  RICHARD  E,  KNOXVILLE 
WILLIFORD,  WILLIAM  N,  KNOXVILLE 
WILLINGHAM,  RICHARD  B,  KNOXVILLE 
WILSON  JR,  STEPHEN  G,  KNOXVILLE 
WILSON,  DAVID  D,  KNOXVILLE 

♦ WINEBRENNER,  JOHN  DANL , KNOXVILLE 
WINN,  DONNA  MARIE,  KNOXVILLE 
WITTKE.  PAUL  EDWARD,  KNUXVILLF 
WOHLWEND,  CHAS  OAVID,  KNOXVILLE 
WOLAVER,  JOHN  HARRISON,  KNOXVILLE 
WOLFE,  J FREDERICK,  KNOXVILLE 
WOOO,  GEORGE  H,  KNOXVILLE 
WOOTEN,  B DAVID,  KNOXVILLE 
WOOTEN,  PAUL  T,  KNOXVILLE 
WORDEN,  JAMES  P.  KNOXVILLE 
WRIGHT,  GLENN  E,  KNOXVILLE 
YATES,  JAMES  DOUGLAS,  KNGXVILLE 
YATTEAU,  RONALD  FRANCIS,  KNOXVILLE 
YOUMANS,  WM  TINSLEY,  KNOXVILLE 
YOUNG,  THOMAS  L.  KNOXVILLE 
YOUNG,  VERNON  HUTTON,  KNOXVILLE 

♦ YOUNG,  VINCENT  T,  CONCORD 

♦ ZACHARY,  EUGENE  G,  KNOXVILLE 
ZIMMERMAN,  A WALTER,  KNOXVILLE 
ZIRKLE  JR,  GEO  ANDREW,  KNOXVILLE 

♦ ZIRKLE,  CHAS  RANKIN,  KNUXVILLE 
ZIRKLE,  PETER  KEVIN,  KNOXVILLE 

LAKEWAY  MEDICAL  SOCIETY 

ALEXANDER,  WM  KING,  MORRISTOWN 

♦ ALLEN,  ERMAN  DALE,  WHITE  PINE 
AMADOR  JR,  JOSE  GARCIA,  MORRISTOWN 
ANOERSON,  C CULE,  “ORRISTOWN 
ANOREWS.  DOUGLAS  EUGENE,  MORRISTUWN 
BARCLAY,  LEE  ROY,  MORRISTOWN 

♦ BELLAIRE,  MACK  J,  MORRISTOWN 
BLAKE,  CLELAND  CONWAY,  MORRISTOWN 

• BOOKER,  BURT  L,  MORRISTOWN 
BROCK,  HOWARD  THOS , MORkISTOWN 

♦ BRYAN,  LEANDER  C,  RUTLEDGE 
BUKEAVICH,  ALFREO  PETER,  MORRISTUWN 
BUKOVITZ , MARY  ELIZABETH,  MORRISTOWN 
CALDWELL,  JOHN  DONALD,  MORRISTOWN 
CARVER,  MICHAEL  C,  KNOXVILLE 

♦ CAWOOD,  OAVID  CLAYTON,  JEFFERSON  CITY 
CHRONIS,  ALEX  J,  MORRISTOWN 

CHUNG,  SUNG  JANG,  MORRISTOWN 
DARBY,  DEwAYNE  P,  JEFFERSON  CITY 

♦ DUBY  JR,  CLARENCE  JOS,  MORRISTOWN 
ELLIS  JR,  JOHN  W,  JEFFERSON  CITY 
FULK,  CHARLES  S,  MORRISTOWN 
FUSON,  PHILIP  LEE,  MORRISTOWN 
GAGNON,  PIERRE  PAUL,  MORRISTOWN 
GANEM,  SALEM  F,  MORRISTUWN 
GREENE  JR,  DAVID  LOUIS,  MORRISTOWN 
GRONEWALD,  WM  ROBT,  MORRISTOWN 
GUTCH  III,  WM  JOHN,  MORRISTOWN 
HELMS,  CRAMPTON  HARRIS,  MCRRISTOwN 
HILL,  TENNY  JACOb,  RUTLEDGE 

HOWARD,  JESSIE  EUGENE,  JEFFERSON  CITY 
JAMISON,  R ALAN,  MORRISTOWN 
KIM,  JOO-TAEK,  MORRISTOWN 
KINSER,  JOHN  H,  MORRISTOwN 
LINDSEY,  CHARLES  HUGH,  MORRISTOwN 
LITTLE  JR,  FRANK  B,  MORRISTOwN 
LOWRY  III,  ORLANDA  R,  MORRISTOWN 
LYNCH,  EVERETTE  G,  MURRISTOWN 
MCLEHORE,  WAYNE  L,  MORRISTOwN 
MCNEIL,  DAVIO  WYATT,  MORRISTOWN 
MERRITT,  0 L,  DANDRIDGE 

♦ MILLIGAN,  FRANK  LESLIE,  JEFFERSON  CITY 
MILLIGAN,  LESLIE,  JEFFERSON  CITY 
MUNCY,  ESTLE  PERSHING,  JEFFERSON  CITY 
PATTON,  LANCE  S,  JEFFERSON  CITY 
POTTER  III,  WILLIAM  WALTER,  MORRISTOwN 
PRESUTTI,  HENRY  J,  MORRISTOwN 

REED,  PAUL  EMORY,  SNEEDVILLE 
RENNER  JR,  OMER  CLYDE,  MORRISTOWN 
SAMS,  JOSIAH  B,  MORRISTOwN 


SCOTT,  CHAS  SEALE,  MORRISTOWN 
TINDALL,  J RAYMOND,  MORRISTOWN 
TkUSLER,  POWELL  MADEN,  MORRISTOWN 
WEE  ENG,  JOSE  L,  MORRISTOWN 
WILLRANKS,  DAVID  VERNER,  MORRISTOWN 
YATES,  RAYMOND  BERNARD,  MORRISTOWN 
ZIRKLE,  JOHN  w,  JEFFERSON  CITY 

LAWRENCE  COUNTY  MEDICAL  SOCIETY 

CAMPBELL  JR,  EARL  ROY,  L A WRE.NC  E BUR  G 
CROwOER  JK,  VIRGIL  HOLT,  LAWRENCEBURG 

* CROWDER,  VIRGIL  H,  LAWRENCEBURG 
DAVIDSON,  BOYO  P,  LAWRENCEBURG 
D08IAS,  MATTHEW  CHARLES,  LAWRENCEBURG 
GREEN,  CALVIN  ARTHUR,  LAWRENCEBURG 
HENDERSON,  NOkMAN  LEROY,  LAWRENCEBURG 
HUDGINS,  J CAR-ACK,  LAwkENCEBURG 
KHATRI,  HARESF  H,  LA.RENCEBUKG 
MANGUBAT,  JAIME  VIRATA,  WAYNESBORO 
MAURICIO.  LILIA  0,  LAWRENCEBURG 
METHVIN,  RAY  tLWlN,  LORETTO 

MOLLOY,  LAURtNCF  BE  N J , LAWRENCEBURG 
QUALLS,  JLRRY  FRANKLIN,  LAWRENCEBURG 
SHAH,  JAYRAJ  C.  LAWRENCEBURG 
STALEY,  HUMEK  LFE,  LAWRENCEBURG 
SUTHERLAND,  w SriAEN,  LAwkENCE  BURG 
TAYLOR,  CARSUN  E,  LAWRENCEBURG 
THOMAS,  HE  NR  Y LEWIS,  LAwkENCEBURG 
TUR*AK,  ALFRED,  LAWRENCEBURG 
WEATHERS  JR,  MALCULM  H,  LORETTO 

LINCOLN  COUNTY  MEDICAL  SOCIETY 

ASHBY,  SAM  MICHAEL,  FAYETTEVILLE 
BARNES.  LARRY  w,  FAYETTLV ILLE 
BOLNER,  ANNE  UR  NEK,  FAYETTEVILLE 
CORB,  RUDY  THEODORE,  FAYETTEVILLE 
oaniel,  william  w,  Fayetteville 

GOWDA,  H K MALLABP A , FAYETTEVILLE 
JONES,  w ILL  I AM  R,  FAYETTEVILLE 

* MARSHALL,  CLYDE  b,  ARDMORE 
MCCAULEY,  OAVIO  k , FAYETTEVILLE 

» MCRAOY,  JAMES  VAN,  COLUMBIA 
NURMAN,  WARRtN  T,  FAYETTEVILLE 
NORSKCV,  wM  RICHARD,  FAYETTEVILLE 
PATEL,  YASHWANT  P,  FAYETTFVILLL 
PATRICK  JK , THUS  ALEX,  FAYETTEVILLE 
RALSTON  JR,  FRED,  FAYETTEVILLE 
TOONt,  C DOYNF,  MYRTLE  HE  A CH , SC 
WHITTEMCRE,  RAUL  EDWARD,  FAYETTEVILLE 
YOUNG.  WM  MC  KINNEY,  FAYETTEVILLE 

MACON  COUNTY  MEDICAL  SOCIETY 

CHITWOOD  JR,  CHAS  C,  LAFAYETTE 

* DECK  JR,  M A R v IN  EDWARD.  LAFAYETTE 

MARSHALL  COUNTY  MEDICAL  SOCIETY 

ALFREOSON,  DAVID  G,  BELFAST 
BONE,  GFOKGE,  LEWISRURG 
GRANT,  NEAL  wAYNt,  LEwISBLRG 
HARNISCH,  KURT,  LEWISBUkG 
JOHNSON,  JAMbS  LLE,  LEwISPUkG 

* LEONARD,  JOHN  CLARENCE,  LEwISBURG 
LEVY,  CAROLE  J,  LEwISBUkG 
LEWIS,  MELVIN  GLENN,  LEwISBURG 

» MORGAN  Jk,  HAKCOURT  A,  LEWISBURG 
PHELPS  JR.  KENNETH  J,  LEwISBURG 

* PHELPS  SR,  KbNNETH  J,  LEwISBUkG 

* POARCH,  wM  SAXON,  LEwISBURG 
RUTLEDGE,  JUNES  FLANAGAN,  LEwISBURG 
SHARMA,  N N,  LEWISRURG 

SHEARER,  CAMfcKON  ALEXANDER,  LEWISBURG 

» TAYLOR,  WM  L,  LEwISBURG 

TEPEDINO,  MICHAEL  J,  LEwISPUkG 
VON  ALMEN,  JOS  CKANKL IN,  LEwISBURG 
WOLCUTT,  EUGENE  S,  LEWISBURG 

MAURY  COUNTY  MEDICAL  SOCIETY 

ANDREWS,  CLAUDIA  S,  COLUMBIA 
8ALL , CHARLES  A,  MOUNT  PLEASANT 
BARR,  RALPH  I,  COLUMBIA 

* BENNETT,  WENDELL  C,  COLUMRIA 
BERRY,  SIDNEY  A,  COLUMBIA 
BKITE,  CHAS  RICHARD,  MURFREESBORO 
BROWN,  JOHN  PRESTON  WATTS,  COLUMBIA 
CLIFFORD  JR,  RUFUS  °,  COLUMBIA 
OAKE,  THOS  SCOTT,  COLUMblA 
DANIEL,  ESLICK  EWING,  COLUMBIA 
DANIELS,  DAVIO  ALLEN,  COLUMBIA 
DAVIS,  PATRICIA  CLIFFORD,  COLUMblA 
DUNCAN,  THOS  RAY,  COLUMBIA 
FERRELL,  HAROLD  wILEY,  COLUMblA 
FIEDLER  JR,  GEO  AUOLPH,  COLUMBIA 
FITTS  JR,  JAMES  MORGAN,  COLUMBIA 
FUQUA,  WM  G,  COLUMBIA 

* GARDNER  JR,  CARL  C,  COLUMRIA 
GRAY  JR,  DANL  ROGER,  COLUMBIA 
GRAY,  SUSAN  THOMAS,  COLUMBIA 
HARGROVE,  JOEL  T,  COLUMBIA 
HARMON  JR,  RUY  E,  COLUMBIA 
HARTMAN,  PATRICK  ERWIN,  CCLUMPIA 
HARWELL,  VALTON  CARDEN,  COLUMBIA 
HAUSMANK,  JAN  M,  COLUMBIA 
HEARD,  GEORGE  J,  COLUMBIA 

* HELM,  HARRY  C,  COLUMBIA 
HIGH,  REN  GREER,  COLUMBIA 
HUDSON,  CHAS  CRAIG,  COLUMBIA 
JERNIGAN,  WILLIAM  N,  CULUMBIA 
KELLEY,  JAMES  BRINKLEY,  COLUMBIA 
KUSTOFF,  RALPH,  COLUMBIA 
KUYKENDALL,  SAM  j,  COLUMBIA 


LANGA,  AMBROSE  M,  COLUMBIA 
LAY,  ALLYN  MONROE,  COLUMBIA 
LEACH,  JAMES  w,  COLUMBIA 
LEE.  SUFLLEN  C,  LEWISBUKG 

* LYLES,  ROBIN',  COLUMBIA 

MAYFIELD  JR,  GEO  RADFORD,  COLUMBIA 
MILLER,  CLAY  k , COLUMBIA 
MOORE , KENNETH  LYNN,  COLUMBIA 
NICKELL,  LAwkENCE  R,  COLUMBIA 
OLSON,  JOHN  k ICHARO,  COLUMBIA 
OVERTON,  MARY  E,  COLUMBIA 
PARROTT,  EARL  QUINTON,  COLUMBIA 

* PROVOST,  EOwlN  K,  MONTEAGLE 
PULLIAM,  CARY  WATSON,  CULL“BIA 
RAYBURN  JR,  M TAYLOR,  COLUMBIA 
RINEHART,  DARRELL,  COLUMBIA 
ROBINSON  II,  wM  ALLISUN,  COLUMBIA 
SEY“OUR,  PETER  "ARK,  COLUMPIA 
SI““r)NS.  STEPHFN  P,  COLUMRIA 
SISK,  ANORFw  WEBB,  COLUMBIA 
SMITH,  KFNNETH  OAlF,  CULLEOKA 
STEWART,  WILLIAM  R,  CCLUMPIA 
STRICKLAND,  RAYMOND  C,  COLUMBIA 
THOMPSON  JR,  ROBT  GUERIN,  COLUMBIA 
TOHAN,  m HOATAZ,  COLUMBIA 
VINSON,  BILLY  JOE,  COLUMRIA 
VOGEL,  HANS  P,  CULUMBIA 

* WAPD,  LEON  S,  COLUMBIA 
WHITE,  THOS  RAY,  COLUMR I A 
WIESMAN,  rl  JANES,  CULU-BIA 
WILBURN,  CHARLES  i),  COLUMBIA 
WILKES  JR,  J A M F S WALLACE,  COLUMBIA 
WILLIAMS  JR,  JOHN  0,  “OUNT  PLEASANT 
WORTHMAN,  JOHN  FREDERICK,  COLUMBIA 

* YOUNG  JR,  THUS  KAY,  COLUMBIA 

McMINN  COUNTY  MEDICAL  SOCIETY 

ACKAOUY,  GEO  E A,  AT  HENS 
BLEDSOE  JR,  ROBERT  E,  ATHENS 
BOLIN,  WILLIAM  R,  ATHENS 
BOwFRS,  WM  RICHARD,  ATHENS 

* BCYCE . JAMES  REID.  ATHENS 
BURROUGHS  II,  WALLACF  F,  ATHENS 

» CAR POLL,  CHAS  THUS , ATHLNS 

CLEVELAND,  JA-FS  FRANKLIN,  ENGLEWOOD 

* CURTNER,  LEWIS  DEMPSEY,  ATHENS 
DAVIS,  WM  MAYFIELD,  ATHENS 
DENTON.  STEPHEN  L,  ENGLEwCCD 
ERGEN,  F Rt  I)  J,  ATHENS 

FUREE  JR,  WM  EDWIN,  ATHINS 
GRIFFITH,  SHELLEY  F,  ATHENS 
HARGIS,  LARRY  JACKSON,  ATHENS 
HEWGLEY  JR,  ROBERT  G,  ATHENS 
HEwGLEY,  ROBT  GARONER,  ATHENS 
HULL  I C A Y , H JOSEPH,  ATHENS 
JQNFS,  milm.Ik,  ATHFNS 
KALAY  J I AN,  RUPERT,  DECATUR 
LEE,  YUNG  GIL,  LTD w Am 
LEMINGS,  STEPHEN.  LOUDON 
LETT,  MICHAFL  H,  ATHENS 
MARTIN,  CLYDE.  ATHENS 
MCKENZIE,  JOHN  CARL,  ATHENS 
MCKNIGHT,  JERRY,  DECATUR 
MITCHELL,  FOY  B,  ATHENS 

* MONTGOMERY  SR,  JOHN  L,  NIOTA 
MORPIS,  WM  GO UR PIER,  ATHENS 
OBERME IEK,  STEPHtN,  ATHLNS 
OROONEZ,  LUIS  J,  ETUwAH 

* POWELL,  JESS  A,  ATHENS 
SCHWIGEP , PAUL.  ATHENS 

SLOWEY  III,  JAMES  FERGUS,  ATHFNS 
SNIDER,  IRIS  G,  ATHENS 
SURCZYNSKI,  VAL,  F TO  w AH 
SOM,  HARISH  BABULAL,  ETOWAH 
SONI,  RPNUKA  HARISH,  ETUwAH 

* TROTTER,  ROBT  WM , ATHENS 
WALLACE,  JEFFERY,  ATHENS 
WATTERS,  UONALO,  ETUwAH 
WHITTLE  JR,  HERBERT  P,  CHARLESTON 
WILLIAMS,  THOS  wuLFOKO,  ETOwAH 


MEMPHIS-SHELBY  COUNTY 
MEDICAL  SOCIETY 


* 


* 

* 


* 


ABELL,  THOMAS  L,  MEMPHIS 
ACKER,  JAMES  0,  ME-PHIS 
ACKFRMAN,  ROBT  F,  MbMPHIS 
A 0 A M S JR,  WM  MILTUN,  MEMPHIS 
ADA«S,  CHARLES  C,  LOOKOUT  MTN 
AQA“S,  JOHN  U,  MEMPHIS 
ADAMS,  JOHN  RUBT,  "EMPHlS 
AO  AMS,  LORENZO  H,  "EMPHIS 
ADAMS,  ROBERT  L,  MEMPHIS 
ADAMS , ROBT  FRANKLIN,  MEMPHIS 
ADCOCK  III,  FRANK  JUHN,  CCROOVA 
AOKINS,  HENRY  LEIGH,  MEMPHIS 
ADLER,  JUSTIN  H,  MEMPHIS 
AIVAZIAN,  GARABED  HAGOP , Memphis 
AKBIK,  MOHAMAU  J,  MEMPHIS 
AKERS,  HOwARU  THOS,  MEMPHIS 

akins,  Charles  n,  Memphis 

AKINS,  STEVEN  L,  MEMPHIS 
AKISKAL.  HAGUP  SUUREN,  MEMPHIS 
ALBRITTON,  JOHN  FORTUNE,  MEMPHIS 
ALEXANDER  JR.  ALBERT  M,  MEMPHIS 
ALT,  ZENAB  AHMED.  MEMPHIS 
ALISSANDkATnS,  JANE  K,  MEMPHIS 
ALLBRITTEN,  JAMES  F,  MEMPHIS 
ALLEN,  CHESTER  G,  MEMPHIS 
ALLEN,  LEE,  MEMPHIS 
ALLEY,  FRANKLIN  H,  SOMERVILLE 
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ALSTON,  GEORGE  P,  MEMPHIS 
ALSTON,  JANES  L,  MEMPHIS 
AMONETTE,  RF.X  ALLEN,  MEMPHIS 
ANOERSON,  GARLAND  0,  MEMPHIS 
ANDERSON,  JOE  PAT,  MEMPHIS 
ANOERSON,  KEITH,  MEMPHIS 
ANOREWS,  C RADFORD,  MEMPHIS 
ANGEL,  JOHN  JOSEPH,  MEMPHIS 

♦ ANISHANSLIN,  DONALD  N,  COLLIERVILLE 
APPFRSON,  JOHN  W,  MEMPHIS 

APPLE,  ERNEST  FRANKLIN,  COLLIERVILLE 
APPLEGATE,  WILLIAM  BROWN,  MEMPHIS 
ARKIN,  CHAS  RICHARD,  MEMPHIS 
ARMES  JR,  WM  HERBERT,  MEMPHIS 
ARONOFF,  PHILIP  MELVIN,  MEMPHIS 
ASA,  D KEVIN,  MEMPHIS 

♦ ASTE,  J MALCOLM,  MEMPHIS 
ATKINS,  LELAND  LANGSTON,  MEMPHIS 
ATKINSON  III,  EDWARD,  MEMPHIS 
ATKINSON,  RICHARD  AGARO,  MEMPHIS 
AT  WOOL , JOHN  wESLEY,  MEMPHIS 
ATWOOD,  SUE  C,  MEMPHIS 

AUSTIN,  JOHN  LINDSAY,  MEMPHIS 

- AVERY,  JAMES  G,  MEMPHIS 

A WOE  H , MAHIR  RAMI/,  MEMPHIS 
AYCOCK  JR,  WILLIAM  WALLACE,  MEMPHIS 
BABIN,  RICHARD  W,  MEMPHIS 
BAILEY,  JAMES  wESLFY,  MEMPHIS 

- BAILEY,  JOHN  R,  MEMPHIS 

♦ BAIRD,  JOHN  wM,  MEMPHIS 
BAKER , IRVIN  C , MEMPHIS 

♦ RAKER,  JOS  E , MEMPHI S 
BAKER,  MALCOLM  A,  ARLINGTON 
BAKHTIAN,  HITAN,  MEMPHIS 
BALAS,  GEORGE,  MEMPHIS 
BALE,  GEO  FRANKLIN,  MEMPHIS 
BALLENGER,  REID  LANGFORD,  MEMPHIS 

- BALT/,  SANDRA  M,  MEMPHIS 
BANC,  HOI  JINE,  GERMANTOwN 

- BANNISTER,  THOMAS  G,  MEMPHIS 

♦ BARBER,  ROY  M,  ME“PHIS 
BARKER,  GEO  LOVELACE,  MEMPHIS 
BARNES,  GROVER  W,  MEMPHIS 

- BARNETT,  ROBIN  E,  MEMPHIS 
BARR,  JAMES  K,  MEMPHIS 

- BARROW,  BRENT  A,  MEMPHIS 
BASKIN,  REED  CARL,  MEMPHIS 

♦ BASSETT,  GEO  h,  MEMPHIS 

- BASTIAN,  SAMUEL  R,  MEMPHIS 
BATES,  RICHARD  GREENE,  CORDOVA 

- BATEY,  JAMES  T,  MEMPHIS 
BATTAILE , JOSEPH  C,  MEMPHIS 
BATTAILE,  NAJIBA,  "EMPHIS 
BEALE,  HOwARO  LEU,  MEMPHIS 
BEATUS  JR,  BE  N J LOUIS,  MEMPHIS 
BEATY  JR,  JAMES  HAROLD,  MEMPHIS 
BEAVER,  TERINELL,  MEMPHIS 
BECKFORD,  NEAL  STANLEY,  MEMPHIS 

- BECKHAM,  MICHAEL  T,  MEMPHIS 

- BELCHER  JR,  RICK,  MEMPHIS 
BELL  JR,  EMMETT  DIXON,  MEMPHIS 
BELL,  STEVEN  HUNTER,  MEMPHIS 
BELLOTT  JR,  ARTHUR  L,  MEMPHIS 

- BENSUN  JR,  JAMES  F,  MEMPHIS 
BENTHALL,  CAROL.  MFMPHIS 

- BERNARD,  DAVID  WESLFY,  MEMPHIS 

- BERNARD,  J RUSTY,  MEMPHIS 
BERTORIM,  TULIO  E,  MEMPHIS 
BEVILACQUA,  ALDO  ROMANO,  MEMPHIS 
BICKS,  RICHARD  0,  MEMPHIS 
BIELSKIS  JR,  WILLIAM  M , MEMPHIS 
BIGGS,  JACK,  SOUTHAVEN,  MS 

♦ BILES  JP,  JAMES  U,  MEMPHIS 

- BILLS  JR,  JOHN  M,  MEMPHIS 
BIRDSONG  JR,  EMMITT  S,  MEMPHIS 
BISHOP,  CALVIN  R,  “EMPHIS 
BISNO,  ALAN  LESTER,  MEMPHIS 

♦ BISSUN,  WHEELUCK  A,  MEMPHIS 
BLACKWELL  JR,  S A ML  JOS,  MEMPHIS 
BLACKWELL,  CAROLYN  EISER,  MEMPHIS 
BLAIR,  JOHN  ROONEY,  MEMPHIS 
BLAND  JR,  BASIL  A,  MEMPHIS 

♦ BLAND,  GEO  B,  MEMPHIS 

♦ BLEECKER,  PHILIP  B,  MEMPHIS 
blomen,  Herbert,  Memphis 
BLUMENFELU,  HARRY  RFRNAR0,  MEMPHIS 
BLYTHE  III,  JOS  ALFRED,  MEMPHIS 
BOALS  III,  JOS  CALLOWAY,  MEMPHIS 
BOALS,  JAMES  WM,  GERMANTOWN 

BORO,  ROBT  THOMPSON,  MEMPHIS 
BOEHM,  ROBERT  M,  "EMPHIS 

♦ BOONE,  HOWARO  A,  MEMPHIS 
BOONE,  JAMES  E,  MEMPHIS 
BOONE,  THIPAVAN,  MEMPHIS 
BOSTON,  BARRY,  MEMPHIS 
BOSWELL,  JAMES  LIONFL,  MEMPHIS 
BOSWELL,  RICHARD  LEE,  MEMPHIS 
80ULDEN,  THOMAS  F,  MEMPHIS 

♦ BOULDIN,  MARY  E,  CLAkKSDALE,  MS 
BOUNDS  III,  GEORGE  WILLIAM,  MEMPHIS 
80URLAND  JR,  ROBT  LEON,  MEMPHIS 
BOURLAND,  WM  LANOESS,  MEMPHIS 

♦ BOWERMAN,  EARL  P,  MEMPHIS 

- BOWLES,  MARK  G,  MEMPHIS 

BOYD  JR,  ALLEN  STREET,  MEMPHIS 

- BOYD  JR,  EOGAR  MURRIS,  MEMPHIS 

- BOYD,  DANIEL,  MEMPHIS 
BRADY,  BOYER  M,  MEMPHIS 
BRADY,  MICHAEL  BATSON,  MEMPHIS 
BRANTLEY,  J HAYS,  "EMPHIS 

♦ BRAUN,  WINSTON,  MEMPHIS 


- BRFA/EALE  JR  , EDWARD  E,  MEMPHIS 

* BRIOGES,  JAMES  T,  "EMPHIS 
BRITT,  LOUIS  GOODND , "EMPHIS 
BRITTCN,  EPNEST  L.  ME“PHIS 
BRDNSTE IN,  MAURY  w,  MEMPHIS 
BRONSTFIN,  « I C H A E L S,  MEMPHIS 

brooks  , bkdwn,  me "phi  s 

- BROTHERS  JR,  DON  T,  MEMPHIS 

- BROWDER,  JOHN  FRANKLIN,  MEMPHIS 
R k n W N , ANN  D A 1 L , MEMPHIS 
BROWN,  CHARLES  H,  "EMPHIS 
BROWN,  JAMES  S,  Memphis 

- BROWN,  JEFFREY  B,  MEMPHIS 
BRUNT,  CHAS  HAL,  MEMPHIS 
BRYAN,  THURNTUN  E , M E " P H I S 
BRYANT,  JAMES  W,  MEMPHIS 
BUCHALTFR,  PORT,  MEMPHIS 
RUCHIGNANI,  JUMN  SHEA.  "EMPHIS 
BUCHIGNANI,  JUS  ANTHONY,  MFMPHIS 

- RUCK  II,  JAMES  K,  MEMPHIS 
BUCKLEY  Jk  , MADISON  H,  MEMPHIS 
BUKOWSKI,  ELAINE  MARIE,  MEMPHIS 
BULLOCK,  PAMELA  STEPHENS,  MEMPHIS 
BURKE,  LARRY  I),  MEMPHIS 

BORKLE  III,  GEO  HENRY,  GERMANTOWN 
BURNETT,  CHARLES  ROLAND,  MEMPHIS 

- BURNETT,  MARGARET  PEEK,  MEMPHIS 

- BURNS  JR,  ELDRIDGE  G,  MEMPhlS 

BURTON,  WILLIAM  ODER,  MEMPHIS 

BUSBY,  "ICKY  L,  " E " P H I S 

BUTLER,  DOROTHY  ANN  HICKS,  MEMPHIS 
BUTLER,  RICHARD  MASON,  MEMPHIS 
BUXTON,  BERTRAM  l| , MEMPHIS 
CAE  EE  Y , SHE  D H,  "E “PH  I S 
CALANCPUCC 10.  ROCCO  A,  MEMPHIS 
CALDWELL,  EDr.ARD  PRICHARD,  MEMPHIS 

- CALL  A LAN,  HARRY  S,  MEMPHIS 
CALLIHAN,  THOMAS  RALPH,  MEMPHIS 
CALLISON,  MASTON  K,  ME“PHIS 
CAMACHO,  A L V R E)  MANOR.,  ML  M PH  I S 

* CAMPBELL,  E l)  w AW.  I)  G,  MEMPHIS 

Canale,  ofr  jamfs,  Memphis 

CANALE,  STURLA  T(RRANCE,  MEMPHIS 
CANCIO,  CUNS  0L  A C I IJN  V,  MEMPHIS 

* CANNON,  BLAND  ,ILSON,  MEMPHIS 

- CANTRELL,  RUSS  C,  “fMRHIS 

- CAP  AC  I,  MARY  THE  RE  SE  , MEMPHIS 
CAPE,  CHAS  ALBERT,  ME "PHIS 

- CAPF,  RICHARD,  ME"PHlS 

A CARA  JR,  DOMINIC  JOS,  MEMPHIS 

* CAWADINE  JR,  ROBT  SIDNEY,  MEMPHIS 
CARNESALt.  PeTFR  GUYDON.  MEMPHIS 

* CARROLL,  DAVID  S,  MEMPHIS 

* CARRU1HERS  JK , DANE  E , MEMPHIS 

* CAPTER  JR,  LOUIS  L,  MEMPHIS 
CARTER,  BEEVIa,  mempeMS 

* CARTER,  HARVEY  WALLACE,  MEMPHIS 
CARTER.  JA "E  S ROLAND,  MEMPHIS 

« CARTER , LJU  IS  L , “EMPHIS 

- CARVER,  MARK  t,  ME"PEIS 

CASH  ION,  ERNEST  L,  GERMANTOwN 
CASINl,  MICHAEL  PETER,  MtMPHIS 
CASTELLA-w,  MARK  ALLAN,  MEMPHIS 
CHAMBERLIN,  BARBARA.  MEMPHIS 
CHAPPELL,  FENWICK  w,  MEMPHIS 
CHARLES,  STEVE,  MEMPHIS 
CHAUHAN,  OINE-SH  N,  GERMANTOwN 
CHEATHAM,  CHARLES  GERMANTOWN 

CHEEK,  RICHARD  CALVIN,  ME"PHIS 

- CHEEVEP,  B » Y A N D,  “tMRHIS 
CHESNEY,  CAROLYN  M , M [ M R El  I S 
CHILDRESS  JR,  LOREN/0,  "EMPHIS 
CHILDRESS,  R D M M E L GABRIEL.  “EMPHIS 
CHISUL".  JOHN  CUBE  E N , MEMPHIS 
CHRISTOPHER,  ROBT  PAUL,  MEMPHIS 
CHUANG,  HOWARD  JYI  JUANG,  MEMPHIS 
CICALA,  ROGER  STEPHEN,  MEMPHIS 
CLARENDON,  COLIN  C 0,  MEMPHIS 
CLARK  JR,  DWIGHT  wITT,  MtMPhlS 

- CLARK  JR,  JACK  C,  “E  MPEiIS 

* CLARK,  GLENN  marsh,  MEMPHIS 

- CLAPK,  STEVEN  T,  MEMPHIS 

* CLARKE,  CHAS  L,  MEMPHIS 
CLFMUNS,  MARr  R,  "EMPHIS 

- CLDGSTON,  CHARLES  w.  MEMPHIS 
CUC  Kf  JR,  EOwIN  - , MEMPHIS 
COCKROFT,  ROBT  LAwRENCE,  MEMPHIS 
COHEN,  LAwRENCE  LOUIS,  MEMPHIS 

* COHEN,  "ORRIS  D.  "EMPHIS 
COLE  III,  WILLIAM  L.  MEMPHIS 

cole  jp,  e hammond,  Memphis 
CULF,  FRANC  I J HAMMOND,  MEMPHIS 
COLE.  FREDERICK  L,  GERMANTCwN 
CULEMAN  JR,  SIDNEY  A,  "E“PHIS 

- CULLIER.  ROBERT  L,  MEMPHIS 

* COLLINS,  BLAINE  C,  MEMPHIS 
COLLINS,  FRANK  H,  MEMPHIS 
COLLINS,  JAMES  H,  MEMPHIS 
CONRAD,  LYNN  WILSON,  MEMPHIS 
CONwAY,  JOHN  PATRICK,  MEMPHIS 
COOK,  WILLIAM  KEARNFY,  MEMPHIS 
CUOPER,  CHARLIE  WALTER,  MEMPHIS 
COOPS.  GEO  A,  MEMPHIS 
COPFLAND,  GEO  D,  "EMPHIS 

- COPELAND,  MAPR  E,  MEMPHIS 
CORLEY,  GLENNA  J,  TUSCOLA,  IL 
CORNELIUS,  LELANU  RAEBURN,  SlJUTHAVFN, 
COSBY,  WALTER  N,  COLUMBUS,  MS 

COUCH  SR,  CHAKLFS  E,  "EMPHIS 

- COUNCE,  MICHAEL  EORBIS,  MEMPHIS 
COUPINGTUN,  DORIS  PAYNE,  MEMPHIS 


COWAN  JR,  GEORGE  S “,  MErPHIS 
CUX  III,  SAM  J , MEMPHIS 
C U X , CLAIR  EDWARD,  MEMPHIS 

- CO/ART,  DAVID,  ME"PHIS 

- CRANE.  PATRICIA  G,  MEMPHIS 
CRAVEN,  RUFUS  EDGAR,  "EMPHIS 
CkAhEORO,  JOHN  0,  CULLIEKVILLE 
CKAWEOPD,  LLOYD  V,  MEMPHIS 
CRENSHAW  JR,  ANDREW  H,  MEMPHIS 
Crenshaw,  anuki w hoy t , Memphis 
CRFSLIN  Jk.  THOMAS  K,  MEMPHIS 
CPF  WS  , JOHN  T , ME “PH  I S 
CRISLEP  JR,  HERMAN  A,  MEMPHIS 

- CRISLEP,  CRISTA  L.  MEMPHIS 
CROCKARELL,  JOHN  REAMS,  ME“PHIS 

* CROCKETT  JR,  rDHT  N , MEMPHIS 
CROSBY,  VIRGIL  CL  CNN,  MIMPHIS 

- CROUCH,  SUSAN  F,  MEMPHIS 
CROWN,  LOREN  ARTHUR,  MEMPHIS 
CROP  I E , JOS  E , ML “PH  I S 
CRUTCHER,  NANCY , ME “HIS 

* C R C T H I R D S , TERRY  PARK,  MARTIN 
CUMmjngS,  Jllnlv  W , "IMPHIS 
CUMMINS,  aLVIN  JDS,  MEMPHIS 
CUNNINGHAM,  DAVID  LAME.  MEMPHIS 
CUNNINGHAM,  MARK  LAN!,  ME“PEIIS 
CURLL,  RAY  EUGENE , MEMPHIS 
CURREY,  THUS  ARTHUR,  MEMPHIS 
CURTIS.  KAREN  LUUHLLA,  ME“PHIS 
DANG.  LUU  HUY,  GERMANTOwN 
DANIELS  Jk , w I L L I A " WARD,  EADS 
DAUGHERTY,  CHAUNCEY  U»  ME"PEI|S 
DAUGHERTY,  DAVID  R,  MEMPHIS 
DAVIDSON  III,  II R I N L,  MEMPHIS 

- DAVIDSON,  wlLLIA"  R , “E“PHIS 
DAVIS  JR,  JESSE  THEN,  lixEORD,  MS 
DAVIS,  EDNA  “ FI  T/JAkEcEL,  “f“PHIS 

- DAVIS.  RUBER  I ",  MEMPHIS 
IJAWDUC,  S A “ I R R I A U , MEMPHIS 
0 E “IRE,  MC  EARTHY,  Ml  “PHIS 

» OF  SAUSSURt  JR,  R.  L.  “[“PHIS 

[)  E SHA/O,  "ICHAEL  EO-NKY,  ME  MRE' IS 

- deana.  Daniel  greoOril,  me“phis 

OLA  EON,  WM  JI:KPY,  “IMRHIS 
DEERANCm,  JOSE  REI  a.  ME“RHIS 

- DELEON,  DENNIS  “,  “ E "PHIS 

OELR,  SAM,  MEMPHIS 

OELEINGFR  JR,  HI  Hit  R T L,  "t"PHlS 
0 E “ P S E Y , BUCKLEY  KINAwI;,  CFKMANTiJwN 
DE “ P S E y , THOMAS  JaCRSUN,  "EMPHIS 
CLwANE,  JOSEPH  C.  MtMPHIS 
DEwFESF,  MELVIN  wAYNE,  M E " R M I S 
OIGAETANO,  DOLORES  “ARIA,  MtMPHIS 

» OI(,GS,  LEBDFL  WHITLEY,  CURUUVA 
DIE  AW  API,  RA/A  A L l 1 ME  “PHIS 
DIRGHANGI,  J .*.  YAM  A , MEMPHIS 
0 IR"EY ER , PHILLIP  MAYS,  MEMPHIS 
DISMUKr,  sTEwjRT  EDWARDS,  me“PHIS 
OISf.EY,  JERE  "IChAeL,  MEMPHIS 

OUBSON,  JOHN  a,  "EMPHIS 
DODD,  R I CHARD  w,  MEMPHIS 
DUOGF,  HER  BE  El  SHOBEkT,  MEMPHIS 
DONAHUE,  DAVID  J , “EMPHIS 

- DOOLEY,  Pull.  IP  "EMPHIS 

DURIAN,  JJE'N  BERNARD,  “EMPHIS 

- DOUGLAS,  ANDkEw  ",  MEMPHIS 

- DOwLINC,  LARKli  L,  M t “ R H I S 

* DOWLINC,  CHA,  VICTOR  i,  MEMPHIS 
DRAGUTSKY,  MICHAEL  STEVEN,  Ml “PHIS 
DRAKE,  ARNOLD  "ANNAS,  MEMPHIS 
DREE. NINE,  RAUL  THO“AS,  MtMPHIS 

or F w r y je , ricuaru  Dane,  Memphis 

- ORINNQN,  wILLI  A M 0,  MEMPHIS 

* DU  HARO,  HORIlIN  , E !'  . "IMPE'IS 
DUBERSTEIN.  LARrY  FPwIN,  MEMPIEIS 
DUCKWORTH,  JOHN  KELLY  , MEMPHIS 
DUCKWORTH,  NANCY  C H,  MEMPHIS 
OUGO ALE,  AAPIUN,  MEMPHIS 
DUGGIRALA,  VI  JAY1  L,  GERMANTOwN 
DUKE  , DON  Dl  - I NUL ( . MEMPHIS 
DURE,  ROBERT  AOHkEY,  "E«PHIS 
OONAVANT  JR,  w"  DAVID,  ME “PHIS 

« DU  NAVA. NT , «1  DAVID,  MEMPHIS 

EUNAWAY,  DAN  ALEXANDER,  ME"PlilS 
DUNCAN,  JERALD  BARK,  MEiMPHIS 
DUNCAN-CODY,  BARBARA  A,  MEMPHIS 

- DUNN,  M ICiiAE  1.  F , “EMPHIS 
OUREEY,  JuHN  UUIeCY,  MEMPHIS 

- OYCUS,  DOUG  L , BARTLETT 
EASON,  HAMEL  BOWEN.  WE“Ph!S 
EASON,  LESLIE  EDMUND,  “EMPHIS 
FCONO“IOLS,  N I CHJL AS- JOHN,  MEMPHIS 
EDMONSON,  ALLEN  S,  “EMPHIS 
TOWARDS , MARk  S . mimphIS 
EDWARDS,  NEIL  " , "EMPHIS 

HOWARDS  , iJLOA  P.  MEMPHIS 
EGGFRS,  FkANk  M,  MEMPHIS 
ELFFRVIG,  JUMN  LARS,  MEMPHIS 

- ELIAS.  CAROLINE  k,  MEMPHIS 

- ELIAS,  DAVID  BRIAN,  ME“PHlS 

ELL  10  IT,  RODNEY  GQREIMAN,  MEMPHIS 
ELLIS  JR,  JAMES  LEE,  MEMPHIS 
ELTORKY,  MAHMOUD  A L I , MEMPHIS 
EMERSON,  DONALD  STEwART,  “EMPHIS 
EMMETT,  JOHN  ROY,  MEMPHIS 

- tNPSLEY,  JOHN,  M t “ P H I S 
ENGELBERG,  JERRY,  MEMPHIS 
ENNIS,  P I C H A K J LYN,  MEMPHIS 
ENSOR,  JAMES  K,  GERMANTOwN 

- ENTMAN,  HOWARD,  MFMPhlS 

* ERICKSON,  CYRUS  CONRAD,  MEMPHIS 
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♦ ETTELOORF,  J N,  ME-PHIS 

* ETTMAN,  IRVING  KELSEY  , MEMPHIS 

* EVANS,  MILTON  LEE,  MEMPHIS 

* EVERETT  JR,  BENNETT  E,  MEMPHIS 
FABIAN,  TIMOTHY  CHARLES,  MEMPHIS 
FALVEY,  WILLIAM  OAVIS.  MEMPHIS 
FANCHER,  WILLIAM  H,  MEMPHIS 
FAOUIN,  CORNELL  CHAS,  MEMPHIS 
FAPA,  LISA  F A,  MEMPHIS 
FARLEY,  HAROLD  C,  MEMPHIS 

* FARPAR,  TURLEY,  MEMPHIS 
FARROW  JR,  C CPESTON,  MEMPHIS 

- FARROW,  ARLEEN  C,  MEMPHIS 
FAULKNER,  WM  LAWRENCE,  MEMPHIS 
FEILD,  JAMES  ROONEY,  MEMPHIS 

* FEINSTEIN,  HAROLO,  MEMPHIS 
FERGUSON,  JOHN  MITCHELL,  MEMPHIS 

- FERRELL  III,  C LtE,  MEMPHIS 
FERRELL,  THAOOEUS  HAGAN,  MEMPHIS 
FIOLER  JR,  WM  JONAS,  MEMPHIS 
FINK,  ROBERT  OAVIO,  MEMPHIS 
FIORANELLI  , RAYMljnD  JAMES,  ME"PHIS 
FISHER  JR,  JOSEPH  N,  MFMPHIS 

» FISHER,  OANL  F,  MEMPHIS 

FISHER,  ROBT  MOORE,  MEMPHIS 
FITCH,  SARAH  JEAN,  MEMPHIS 
FLANAGAN,  JAMES  BARRY,  MEMPHIS 
FLANAGAN,  WILLIAM  H,  MEMPHIS 
FLANARY,  JAMES  S,  CULLIERVILLE 
FLEMING,  IRVIN  DURANT,  MEMPHIS 
FLEMING,  JAMES  CHRISTIAN,  MEMPHIS 
FLEMING,  JULIAN  GLENN,  MEMPHIS 

- FLEMING,  RICHARD  A,  MEMPHIS 
FLINN  JP,  GEU  SHEA,  MEMPHIS 
FLINN,  CARL  EOWIN,  MEMPHIS 
FLORENOO,  NOEL  TaUIAK,  MEMPHIS 
FLOWERS,  wM  PARKS,  MEMPHIS 
FONER,  MAX,  MEMPHIS 
FONG,  TFRKY,  GEKMANTUwN 

- FOROPOULOS,  JOHN  E,  MEMPHIS 
FORTUNE,  JAMES  EVERETT,  MEMPHIS 
FOUNTAIN  JR,  FRANCIS  F,  MEMPHIS 
FUWLER , TUMMY  S,  MEMPHIS 

- FOWLKES,  THOMAS  0,  MEMPHIS 

- FRAGETTA,  JAMES  E,  MEMPHIS 
FRANCIS  JR,  HUGH,  MEMPHIS 
FRANCISCO,  JERRY  THOS , MEMPHIS 
FRANKLIN,  EDGAR  R,  MEMPHIS 
FRANKUM,  CHAS  EUGENE,  MEMPHIS 
FREEMAN,  bARNtY  LYNN,  "EMPHIS 

- FREEMAN,  JAMES,  MEMPHIS 
FREEMAN,  JERRE  MINOR,  MEMPHIS 

♦ FRENCH,  WM  E,  OLIVE  BRANCH,  MS 
FREYTES,  CESAR  0,  MEMPHIS 
FRIEDMAN,  HARRY,  "FMPHIS 

- FROMKE,  MICHAEL  0,  MEMPHIS 

♦ FUSTE,  RICARDO  R,  KEY  BISCAYNE,  FL 
FUTRELL,  THOMAS  "ALTER,  MEMPHIS 

* GADBERRY,  EUGENE  WARNER,  MFMPHIS 
GAILLARD,  THAODEUS  B,  MEMPHIS 
GAINES,  KENNETH  J,  MEMPHIS 
GALINOEZ,  TELMO,  MEMPHIS 
GALYEAN,  JAMES  R,  MEMPHIS 
GALYON,  JAMES  THEOOOR  E , ME-PHIS 
GAMMILL,  STEPHEN  LANE,  MEMPHIS 
GANT,  LINOA  L,  ME-PHIS 
GARBARINI  JR,  JOS  C,  MtMPHIS 
GARDNER  JR,  LAWRENCE  G.  MEMPHIS 
GARDNER,  JOHN  HARVEY,  MEMPHIS 

• GARRETT,  HARVEY  E,  MEMPHIS 
GARRETT,  RICHARD  HENRY,  MEMPHIS 
GAVANT,  MURRIS  LEONARD,  MEMPHIS 

♦ GAY,  JAMES  R.  LAKEwOUD,  PA 
GAYOEN,  JUHN  0,  ME-PHIS 
GEH I , MOHAN  M,  ME-PHIS 

♦ GEHORSA-,  ELSBETH,  MEMPHIS 
GELFANC,  MICHAEL  S,  MEMPHIS 
GEORGE,  JAMES  W,  MEMPHIS 
GEORGE,  LEWIS  WATSON,  MEMPHIS 
GEORGE,  MORRIS,  MEMPHIS 
GEORGE,  WILBURN  E,  MEMPHIS 
GERALD,  BARRY  ELMO,  MEMPHIS 
GESHKE,  TERRENCE  EDWARD,  MEMPHIS 
GETTELFINGER , THOMAS  C,  MEMPHIS 
GHIDOM,  JOHN  JOSEPH,  MEMPHIS 
GILLULY,  JOHN  JOS,  MEMPHIS 

♦ GINN,  BOBBY  H,  ME-PHIS 

* GISH,  GEO  EDWARD,  MEMPHIS 
GIVENS,  JAMES  ROdT,  MEMPHIS 
GLADOING,  THOS  CONGPON,  MEMPHIS 
GLAZER,  LOUIS,  MEMPHIS 
GLOTZBACH,  RAYMOND  E,  MEMPHIS 
GOOSEY,  WM  COLE,  MEMPHIS 
GOKTURK,  TURGUT  KEMAL,  MEMPHIS 
GOLD,  ROBERT  E,  ME-PHIS 

♦ GOLDBERG,  FREO  A,  MEMPHIS 
GOLDEN,  GERALD  S,  MEMPHIS 
GOLDHAMMER,  PHILLIP,  MEMPHIS 
GOLOIN,  MELVIN  LESTER,  MEMPHIS 
GOOCH,  JERRY  BURTON,  MEMPHIS 
GOODMAN  JR,  THOMAS  F,  MEMPHIS 
GOODMAN,  JACK  A,  MEMPHIS 
GOODMAN,  RALPH  C,  MEMPHIS 
GORDON,  TIMOTHY  EDWARD,  MEMPHIS 
GORLINE,  WILLIAM  JAMES,  MEMPHIS 
GOTTEN  JR,  NICHOLAS,  MEMPHIS 

♦ GOTTEN,  HENRY  BRAGG,  MEMPHIS 

» GOTTEN,  NICHOLAS,  MEMPHIS 

GOURLEY,  ROBT  OUNSEITH,  MEMPHIS  * 

GRAGG,  G WINSTON,  MEMPHIS 

* GRAGG,  WILFORD  H,  MEMPHIS 


GRATZ  JR,  JOHN  FISHER,  MEMPHIS 
GRAVES  JR,  LESTER  R,  MEMPHIS 
GREEN  JR,  JAMES  BUTLER,  MEMPHIS 
GREEN,  PHILLIP  FOwARO,  MEMPHIS 
GREENWELL,  THOMAS  0,  MEMPHIS 

- GREGG,  SPENCER  0,  MEMPHIS 

- GRFIG,  THOMAS  REST,  MEMPHIS 
GRIFFIN,  UANItL  EUGENE,  MEMPHIS 
GRISE,  JERRY  wAOE,  MEMPHIS 
GROBMYER  III,  ALBERT  JOS,  MEMPHIS 

* GROBMYER  JR,  ALBERT  JOS,  MEMPHIS 
GROGAN  JR,  FKEO  T.  "E-phIS 
GROSS,  CHAS  WAYNE,  MEMPHIS 
GROSSMAN,  RIJNALO  K,  MEMPHIS 

- GUIOI,  JOHN  E,  MEMPHIS 

- HAGAN,  JOHN  tJ,  MEMPHIS 

* HAIMSOHN,  JAMES  S,  MEMPHIS 

HA JCHASSEMAL , -EHHOOKhT,  MEMPHIS 
HALFORO  III,  HULLIS  H,  MEMPHIS 
HALFORD  JR,  HULLIS  H,  MEMPHIS 
HALFORD,  JACK  RICHAWU,  MEMPHIS 
HALL,  JOHNNIL  CAMERON,  MEMPHIS 

* HALL,  SYLVIA  A,  MARTIN 

« HALL,  VONNIE  ARTESIA,  MEMPHIS 

* HALLE , "ARGARtI  J A,  MFMPHIS 

- HAMAD,  OMAR  L,  "tMPHIS 
HAMILTON,  EMILY  THOMAS,  MEMPHIS 
HA-ILTCN,  RALPH  F i MEMPHIS 
HAMILTON,  RALPH  S,  MEMPHIS 
HAMILTON,  WM  IHOS,  MEMPHIS 
HAMLETT  III,  JAMES  M,  MEMPHIS 

- HAMNER,  H WENIZELL,  MEMPHIS 

* HAMSHER,  JOHN  B,  -FMPHIS 
HANOOKE,  CHARLES  RUSStLL,  MEMPHIS 
HANISSIAN,  ARAM  S,  MEMPHIS 
HANNIFIN,  JAMES  F,  COVINGTON 
HAROT,  F OLIVER,  MEMPHIS 

* HARELL,  MOSHE,  ME-PHIS 
HARRELL,  fcTHtL  ASHTON,  MEMPHIS 
HARRINGTON,  OSCAR  B,  MEMPHIS 
HARRIS.  BUFORD  TERRELL,  MEMPHIS 
HARRIS.  JUHN  JOEL,  MtMPHIS 
HARTNE5S,  WILLIAM  OWEN.  MtMPHIS 

« HARWELL  JR,  CARL  M,  MEMPHIS 
HASFN  JR,  HOWARD  B,  ME-PHIS 
HASEN,  HOWARD  R,  MEMPHIS 
HATCH  JR,  F R t D E,  MEMPHIS 
HAwKES,  ALFRED  KENNETH,  ME-PHIS 

* HAWKES,  C DOUGLAS,  MARCO,  EL 

* HAwKES,  JEAN  MURRAY,  MARCO  ISLAND,  FL 
HAY,  CYRIL  LEON,  MEMPHIS 

HAYES,  WM  TIMOTHY,  -FMPHIS 
HAYKAL,  RAOWAN  F,  -LMPHIS 
HAYS,  RACHAEL  ANN,  ARLINGTON 
HEAD,  THOMAS  GLENN,  ML  MPH I S 
HELLMAN,  -ICHACL  I),  ME-PHIS 

henard,  ounalu  Claude,  me-phis 
HE  NOR  I x Jr,  JA-ES  H,  MEMPHIS 
HENRY,  LOUIE  C,  MEMPHIS 
HE 0 NUC  A JK,  BRUCE  WAYNE,  MEMPHIS 
HERRERA,  eERNANDU  a,  -FMPHIS 
HIATT,  ROC  F K LEw,  -E-PHIS 
HICKERSON,  wILLIAM  L,  -tMPHIS 
HICKEY  JR , HU-ER  OAVIO,  MEMPHIS 
HICOON,  DENNIS  ALAN,  MEMPHIS 
HIGGINBOTHAM,  THUS  WAYNE,  MEMPHIS 

* HICLEY,  GtU  BRAINAPn,  MEMPHIS 
HILL,  FONTAINE  S,  -E-PHIS 

* HILL,  JA-ES  -ARK,  -I MPH 1 S 
HILL,  JOHN  ROY,  -F-PHIS 
HILSENPECk  JR,  JOHN  RCBFPT,  MtMPHIS 
HINFS  III,  FLBERT  t.  -EhPHIS 
HINES,  LEuNARu  HARVEY,  MEMPHIS 
HIXSON,  SHERMAN  U,  "t“PHlS 
HODGES,  JOHN  -C  IYER.  MEMPHIS 

- HOOGKISS,  THOMAS  D,  MEMPHIS 
HOFFMAN  JR,  WALTER  K , “LrPHlS 
HOLCOMB,  RANUALL  L,  MEMPHIS 
HULLAPACGH,  ROBT  STERLING,  MEMPHIS 
HOLLAND,  NANCY  ELIZABETH,  MEMPHIS 
HULLIOAY,  TH'JS  LINTON,  MEMPHIS 
HOLLINS,  J AC  n LYNN,  MEMPHIS 
HOLLIS,  UAVIU  0,  MEMPHIS 
HOLLOWAY  JR,  UAVIO  HUYT,  -tMPHIS 

a HOL-ES,  JA-ES  E L NO 0 F , MtMPHIS 
HOL-ES,  JUHN  PIERCE,  MEMPHIS 
HOL-ES,  PcRRY  DON,  ME“PhIS 
HOLT,  EDWIN  M,  ME -PH  IS 
HOLT,  HUEY  THUS,  -EMPHIS 
HOOD,  STEPHEN  THUS,  MEMPHIS 
HOPKINS,  JACK  T,  “EMPHIS 

- HOPPER,  J BRAIN,  MEMPHIS 
HORNE,  ARTHUk  F , MEMPHIS 
HORTON,  GLENN  tOwAXD,  MEMPHIS 

* HOTCHKISS,  HUBERT  LEECH,  HRENTWUOO 

* HOUShOLDER,  CHAS  M,  MEMPHIS 

* HOUSTON,  JOHN  L,  MEMPHIS 
HOWARD,  RUSStLL  t,  MEMPHIS 
HOwSER,  JOHN  PATTUN,  MEMPHIS 
HUANG,  SHANG  PO,  MEMPHIS 
HUBBARO.  KUNALO  EUGEnE,  ME-PHIS 
HUMBERT,  CHAS  HUGHES,  LUBPOCK,  Tx 
HUOSON,  JUS  STALM,  MtMPHIS 
HUFFMAN,  JOHN  OAVIO,  -EMPHIS 
HUGHES  JR,  FELIX  A,  MEMPHIS 
HUGHES.  ALLEN  HOLT,  MEMPHIS 
HUGHES,  JAMES  GILLIAM,  MEMPHIS 
HUGHES,  JOHN  OAVIS,  MEMPHIS 
HUGHES,  MAX,  -E-PHIS 
HUGHES,  ROBT  RULE,  ME-PHIS 

hughes,  Thomas  arthur,  Memphis 


HUGHEY , JUHN  k,  MF-PHlS 
HU--EL,  JOHN  VERNON,  GERMANTOWN 
HU-PHREYS,  ROBERT  A,  MEMPHIS 
HUNT,  JAMES  CALVIN,  ME-PhlS 
HUNTER,  S A .ML  E,  MF-PmIS 
HUTCHINS,  CHAS  FOwARU,  MEMPHIS 
HUTCHINS,  LINOA  HAYE  L,  MEMPHIS 

- HUTCHISON,  TIM,  -EMPHIS 
IACDBtLLI,  JUAN  rEBEk  , CORDOVA 

* IJA-S,  JOt  HArTLFY,  MFMPHIS 
ILAHACA  , PATRICIO  A,  MEMPHIS 

* INGRAM,  ALVIN  JOHN,  -FMPHIS 

JAP.BOOR,  C EUGENE,  M E M P H I S 
JaRROUR,  J T,  -EMPHIS 
JACKSON,  ROBERT  LEWIS,  Mt-PHIS 
JACKSON,  THUS  -EMPHIS 

JACOBS,  ARTHUR  ELLIOTT,  MEMPHIS 
JALLtPALLl,  PAHOJRANGA,  -f-PHlS 
JAMES,  HAL  PEARSON,  MEMPHIS 

- JAMES,  THU “AS  K,  TALLAHASSEt,  FL 
JARRED,  LUIS  KATHERINE,  MEMPHIS 
JARBETT  JR,  CHAS  LESLIE,  mf-phIS 
JAUCHLtP,  GEraRO  m,  mbmphIS 
JEAN— PIFkRI  , ANTOINE,  MEMPHIS 
JENKINS,  GEOrGE  m , -1-PhIS 
JENKINS.  J UN  CALVIN,  MEMPHIS 
JENNINGS,  DAVID  KEITH,  MtMPHIS 

- JENSEN.  JOSEPH  C,  -EMPHIS 
JIOKINS,  GERALD  kAY,  MEMPHIS 
JEROME,  ANTHONY  PAUL,  "EMPHIS 
JOE,  PENN  uOukK , -F-PHIS 
JOHNSON.  JAMES  C!mm,  -F-PHIS 
JUHNSCN,  JOH-1  WILCOX,  MEMPHIS 
JOHNSON,  ^ARkY  HULLIOAY,  -EMPHIS 
JOHNSON,  RONALD  JACKSON,  "Emphis 
JONES  JR,  SIDNEY  0,  MEMPHIS 

« JUNE'S,  a Lb  E R I MITCHELL,  MEMPHIS 
JUNFS,  JUL  PAUL.  -FMPHIS 
JUNE  S , - LB  A Y , ME  “UH  I S 
JONES  . Si)-  T k ILE  Y,  “EMPhIS 
JUNES.  WEsLEr  EARL,  ME-PHlS 

Jordan,  uakley  c.  -emphis 

- JORDAN,  SrILLLtY  J,  -EMPHIS 

- JUDGE,  OAVIO  ALLAN,  MEMPHIS 

* JULICH,  ARTHUR  wlLSflN,  ME“PeiIS 
JUST  IS.  E JEFF,  -F-PHIS 

KAHN,  SHEk  - AF.  (LlIOT,  -FMPHIS 

- KAISER,  Gr  E G G - , - F r H H I s 

KANG,  AMjRFw  Hi),  -F-PHIS 
KAPLAN,  F.EWARO  STEVEN,  "FMPHIS 
KAPLAN,  JERRY,  -‘-PHIS 
KAPLAN,  kU  H T JilfL,  .-E-PHIS 
KAPLAN,  STANLEY  BARUCH,  MEMPHIS 
K A p OK  , HAR  IS.  ME -PH  I S 
KASSLES  WAHID,  LAILA.  -EMPHIS 

* KASSELPErG,  LY-A.n  A,  -e-phis 

- KATn,  Daniel  T,  M F - p H I S 

- KATZ,  PAUL  JAY,  MI  -PHIS 
KAVANAGH,  KtVIN  T,  MEMPHIS 
KtLLERMANN,  ARTHUK  L,  -tMPHIS 
KELLETT,  o A - Y LEONi , MEMPHIS 

Kelley  , bo-  i r jerald,  -emphis 

* KELLY,  ERNEST  GFU , MLMPhIS 
KELLY,  RICrFARu  T.  -EMPHIS 

- KL -P,  ELAN  h,  -t -PHI S 

KENDRICK  JR,  WILL1A-  RILEY,  -t-PHlS 

- KENNic.Y,  a franklin,  -f:«phis 

KtRLAN,  ROBT  AsHlEY,  MF-PHIS 

* KESSLER,  henry  G . -ErPHIS 
KHANOEkAr,  alI",  MEMPHIS 
KHANOEKAR,  SOPHIA  HAUUE.  “Emphis 
KHUk  I . P AO  WAN  R,  -FMPHIS 
RIEFEk,  PATSY  k,  -EMPEiIS 
KILEOJIAN,  vakTRES.  Mt-PHIS 
KIMBALL,  NOAH  PRAOFN.  “F.MPHIb 

- ki-Sly,  era n k C,  -f-phIs 

K I - ZF  Y , car  Y , “LMPHIS 
KING,  “ILLY  w,  MILLINGTON 

« KING,  CHAS  -ACK,  “EMPHIS 

* KING,  JOHN  C,  -EMPHIS 
KING,  PAUL.  -E-BHIS 

KING,  TRUMAN  FRANKLIN,  MEMRHiIS 
KING,  WILLIAM  SCUTT,  -F-PHIS 
KINGTCN,  JOHN  -ICHAFL,  MEMPHIS 
KINNARO,  JENNIFER  J.  “EMPHIS 
KIRKPATRICK,  ROBT  DEAN,  rEMRHIS 
KISABETH,  ROBERT  MFMPHIS 

KISPFR,  klCMARD  H.  MEMPHIS 
KITAeiCHI,  ABBAS  EOFiAL,  M.E-PHIS 

- KLARICH,  rENA  T,  -F-PHIS 

KLEIFR  JR,  EknFST  H 0 B B Y , MEMPHIS 

KLINE,  ROBT  PAUL,  “EMPHIS 

* KLCTZ , WM  F , MFMPHIS 
KNIGHT,  wILLIA-  H,  ME-PHIS 
KNOTT,  OAVIO  HOwARO,  -EMPHIS 

- knOrLTOn,  Sarah,  Memphis 

- KNOX  III,  GEORGE  P.  MEMPHIS 

- KNOX  JR,  ROBERT  L,  Mt-PHIS 
KNOX,  RObT  L,  -FMPHIS 
KOJA,  APEO  A,  MEMPHIS 
KOLEYNI . ASChAR,  “FMPHIS 

* KUONCE,  MARSHALL  LYNN,  Mt"PHlS 

* KOSSMANN,  CHAS  r,  Mt-PHIS 

* KRAUS.  ALFRtO  PAUL,  MEMPHIS 
KRAUS,  G UK  OOF,  JFrU-E,  MEMPHIS 
KRAUS,  MtLVIN  -,  -EMPHIS 
KRAUS,  ROBERT  -,  -FMPHIS 
KRETH,  TIMOTHY  KEK'wIN,  MtMPHIS 
KRISLE  JR,  JOE  RICHARD,  ME-PhIS 
KROFTZ,  FRANK  W-,  -EMPHIS 
KRCNENRFRG,  JOEL  I,  MEMPHIS 
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KULP,  ROY,  MEMPHIS 

- KURTZ,  BRYAN  R,  NASHVILLE 

♦ KUYKENDALL  JR,  NATHANIEL,  MEMPHIS 

♦ KUYKENDALL,  CARY  M,  MEMPHIS 

- KY,  HENRY,  GERMANTOWN 
KYLE,  JOS  WARREN,  MEMPHIS 

- LACKEY  JR,  H LEBRUN,  MEMPHIS 
LAMAR  JR,  LUCIUS  M,  MEMPHIS 
LAND,  MACK  A,  MEMPHIS 

♦ LANOSEE,  CARL  GEO,  MILLINGTON 
LANDY,  STtPHEN  HALL,  MEMPHIS 
LANGFORD  JR,  C THUNAS,  MEMPHIS 
LANGSDON,  PHILLIP  ROYAL,  MEMPHIS 
LANKEORO,  WM  ALEXANDER,  MEMPHIS 
LARIMER,  PERRY  JAMES,  MtMPHIS 
LARKIN,  CHARLES  NEWTON,  MEMPHIS 

- LARUSSA,  RACHEL  I,  MEMPHIS 
LASTER  JR,  RUHT  EUGENE,  MEMPHIS 
LATHRAM  Jk,  MARVIN  w,  MEMPHIS 
LAUGHLIN  JR,  ALBERT  E,  MEMPHIS 

♦ LAUGHLIN  SR,  ALBERT  E,  MEMPHIS 
LAVELLE  JR,  HERMAN  G,  MEMPHIS 
LAVELLE,  UAVIU  G,  MEMPHIS 

- LAWHORN,  UAVIU  WOOD,  CHATTANOOGA 
LAWRENCE,  JESSE  ALVAH,  MEMPHIS 
LAWSON,  R OB  T EDWARD,  MEMPHIS 
LAWSON,  RUNALO  0,  MEMPHIS 
LAZAR,  EDwARO  HARRY,  MEMPHIS 
LAZAR,  RANOE  H,  MEMPHIS 
LEBOVITZ,  M a,  MEMPHIS 

LEE , LING  HONG,  ME  MP  H I S 
LEE,  SIDNEY  REAVES,  MEMPHIS 

♦ LEFKOVI TS,  AARON  M,  UFERE IELD  REACH,  FL 
LEMMI,  HElIO,  MEMPHIS 

LEUNG,  RICHAkU  K F,  MEMPHIS 
LEVENTHAL,  MARVIN  R,  MEMPHIS 
LEVINSON,  MICHAEL  JAY,  MEMPHIS 
LEVITCH,  MELVYN  ABRAHAM,  MEMPHIS 
LEVY,  JOE  S,  MEMPHIS 
LEWIS,  MYRON,  MEMPHIS 

♦ LEWIS,  PHILIP  M,  MEMPHIS 
LIFBERMAN,  GEKALO  J,  MEMPHIS 
LIEBERMAN,  PHILLIP  LOUIS,  MEMPHIS 
LIGHT,  WILLIAM  HARRY,  MEMPHIS 
LINDER,  HILARY  FRANCIS,  MEMPHIS 
LINDERMUTH,  JUHN  R,  MEMPHIS 
LING,  FRANK  w,  M E - P H IS 

♦ LIPSCOMB,  ALYS  H,  MEMPHIS 
LIPSEY,  GEO  GARTLEY,  MEMPHIS 
LITCH  JR,  MELVIN,  MEMPHIS 
LITTLE  JR,  WILLIAM  R,  MEMPHIS 

♦ LIVERMORE  JR,  GEO  K,  MEMPHIS 

♦ LOCKWOOD  JR,  DUDLEY  G,  HERNANDO,  MS 

♦ LONG,  CHAS  EDWARD,  MtMPHIS 
LONG,  DIANE  M,  MEMPHIS 
LONG,  THOMAS  E,  MEMPHIS 
LONG,  WILLIAM  E,  MEMPHIS 
LOUGHEEO,  JOS  C,  MFMPHI S 

LOVE,  VAkNA  MAE  PEYTUN,  MEMPHIS 
LOVEJOY,  GEO  S,  MEMPHIS 

- LOVELACE  JR,  JERRY  LEE,  MEMPHIS 
LOVELESS,  SCUTT  BARCLAY,  MEMPHIS 
LOVING,  MARTHA  A,  MEMPHIS 

- LU,  WILLIAM  YUAN  H A I , MEMPHIS 
LUNCEFOPO,  TRAVIS  E,  MEMPHIS 
LUTHER,  RUBT  wAYNE,  MEMPHIS 

- LYLE,  MARY  M,  MtMPHI S 
LYNCH,  MICHAEL  HARDY,  MEMPHIS 
LYNCH,  PENNY  BETH,  MEMPHIS 
MABRY  JR,  EDWARD  HAYS,  MEMPHIS 

♦ MABRY,  EDWARO  HAYS,  MEMPHIS 
MACHIN,  JAMES  ELLIOTT,  MtMPHIS 
MACKEY,  WM  FREDERICK,  MtMPHIS 
MADDUX  JR,  H BENJAMIN,  MEMPHIS 
MADOUX,  HOLT  HENJ,  MEMPHIS 
MADUSKA,  ALBERT  LUWELL,  MEMPHIS 
MAGILL,  HUBERT  LTNN,  MEMPHIS 

♦ MAGUDA,  THOS  ANDREW,  VENICE,  FL 
MAGUIRE,  JAMES  K,  MEMPHIS 
MAHESH-KUMAR , A P,  MtMPHIS 
MAHFOOO,  SAADt  S,  "EMPHIS 
MAIJUB,  AM  A DO  GABRIEL,  MEMPHIS 

♦ MALONE  II,  WM  B,  MEMPHIS 
MANDELL,  ALAN  I,  MEMPHIS 
MANGIANTE,  EUGENE  C,  MEMPHIS 
MANN,  JAMES  ALAN,  -EMPHIS 
MANUGIAN,  ARSEN,  MEMPHIS 

MARI  ENCHEC  K , WM  IRVIN,  MEMPHIS 
MARKER,  HOWARD  wN,  MEMPHIS 

♦ MARKLE,  PHILIP  METRIC,  MEMPHIS 
MARSHALL,  DANIEL  P,  MEMPHIS 
MARSHALL,  GAILEN  U,  MEMPHIS 
MARSHALL,  MICHAEL  RALPH,  MEMPHIS 

♦ MARTEN,  GEO  W,  MEMPHIS 

MARTIN  JR,  HENRY  ERANKJ,  MEMPHIS 
MARTIN,  DANIEL  C,  MEMPHIS 

- MARTIN,  FREDERICK  A.  MEMPHIS 
MARTIN,  ROY  WAYNE,  MEMPHIS 

♦ MASON,  WM  W,  HIGHLAND,  NC 
MASSIF,  JAMES  0,  MEMPHIS 

- MATHES,  CATHY  L,  KNOXVILLE 
MATHES,  GORDON  LAWRENCE,  MEMPHIS 

- MATHIS,  CHRISTOPHER  L,  MEMPHIS 

♦ MATTHEWS,  OLIVER  S,  MEMPHIS 

♦ MAYER,  RAYMOND  FRANKLIN,  MEMPHIS 

♦ MAYFIELD,  LEROY  H,  MEMPHIS 
MAYS,  KIT  SANFORD,  MEMPHIS 
MCAFEE,  JAMES  EARL,  MEMPHIS 
MCRURNE  Y , ROBERT  POWERS,  MEMPHIS 

♦ MCCALL,  JOHN  WILLIAM,  MEMPHIS 
MCCARTER  JR,  JOHN  G,  MEMPHIS 


MCCAUGHAN  JR,  JOHN  JOE,  MEMPHIS 
MCCLOY,  RANDOLPH  M,  MTMPhlS 
MCCLURE,  JAMES  G,  MtMPHIS 

» MCCDOL,  0 C,  MtMPHIS 

MCCORMACK,  HAROLD  ARTHUR,  MtMPHIS 

- MCCULLOUGH,  CAROL  H,  MEMPHIS 
MCDANIEL  III,  CARTER  t,  MEMPHIS 

* MCDANIEL,  E t,  MEMPHIS 

- MCELROY  JR , AUBREY  D,  MIMPHIS 
MCEWAN  JR,  RUBERf  C,  MEMPHIS 
-CGFt,  JESSE  EDWARD,  -EMPHIS 
MCGEE,  JOHN  LAWRENCE,  MEMPHIS 
MCGOWAN,  LESLIE  k , MtMPHIS 
MCGRtW  III,  tKANK  A,  MEMPHIS 
MCKENZIE,  EOGtNE  EAT UN,  MEMPHIS 

* MCKINNEY,  JAMES  w,  MEMPHIS 

- MCKNIGHT,  DONALD  I,  MHMPHIS 
MCLARIY,  ALEXANDER  ",  MtMPHIS 
MCLARTY,  BARNEY  ESTES,  MtMPHIS 
MCLEMURE  JR,  THOMAS  E,  MEMPHIS 
MCLENDON,  RICHARD  ELLISON,  GtRMANTOwN 
MCSWAIN,  HAROLD  M,  MtMPHIS 

MtRCER,  Charles  ,ayne  , Memphis 
MERIwETHER  Ml,  THOS  «,  MEMPHIS 
MESERVY,  CLIEEORO  JAMES,  MEMPHIS 
METZGER,  wM  tUCAK,  MEMPHIS 
MEYER,  DAVID,  MEMPHIS 

* MILES,  ROBT  MILLArO,  MEMPHIS 
MILFOKC  JR,  L E t wATSUN,  MEMPHIS 
MILLER  III,  ROBERT  HORACE,  MEMPHIS 

* MILLtK  JR,  GEURGE  L,  MEMPHIS 

* MILLER,  FOUNTAIN  EOX,  MtMPHIS 
MILLER,  JOE  HARDY,  "IMPHIS 

* MILLER,  RICHARD  ALVAH,  MEMPHIS 
MILLER,  RICHARD  B,  MtMPHIS 

* MILLER,  RICHARD  WALLACE,  MEMPHIS 
MILLER,  THOMAi  IVA,  MEMPHIS 
MILLS,  GEO  E , -E MPHI S 

MILNOR  III,  JOHN  PEKVIS,  MEMPHIS 
-ILNUR  JR,  J PEKVIS,  MEMPHIS 
MINKIN,  IR  V I ,,0  C , MI-PHIS 
MIRVIS,  OA  V I I)  “ARC,  MEMPHIS 

- MITCHELL,  BETH  R,  MEMPHIS 
MITCHOM,  wM  ROBSON,  ME-PHIS 

* MOBLEY,  EVERtlT  C.  MEMPHIS 

* MOFLLER  JK,  BENJAMIN  A,  EACS 
MOFFATT  III,  wILLlAM  LFE,  MtMPHIS 
MOFFATT  JR,  w - LEE,  MEMPHIS 

* MUGAN,  EOwARl)  NtNON,  GERMANTOWN 
MQINUUDIN,  MJHAMMtU.  MEMPHIS 
MOINUDOIN,  SHA-M,  MEMPHIS 
-ONAGHAN,  THOMAS  w , MEMPHIS 
MUNGER  JR,  RALPH  HORACE,  MEMPHIS 
MOORE  JR,  FONTAINE  H,  MEMPHIS 

A MOORF  JR,  -UUKF,  -FMPHIS 

* MOORE , DAVIO  F,  MEMPHIS 
MOORE,  JAMFS  A,  MEMPHIS 

-OORT,  MARION  ROBERTSON,  MEMPHIS 
MOORE,  -AkSHA  B,  MEMPHIS 
MORGAN.  JACK  COLBERT,  MtMPHIS 
MORISY,  LEE  RICHARD,  MtMPHIS 
MORRIS.  JOHN  THOS,  MEMPHIS 
MORRIS,  WM  RANDOLPH,  GERMANTOWN 
MORRISON,  LARRY  rfUKT,  MtMPHIS 
MORSE,  JOHN  CLAUDE,  MEMPHIS 
MORSt  , WM  HAL,  -E-PHIS 

- MORTIMER,  JULIA  A,  MEMPHIS 
MOSER,  CAVIS  0,  MEMPHIS 
MUSHIER,  WM  HILL,  MEMPHIS 
MOSKUVITZ,  RONOALL  J,  MEMPHIS 

* MOSS,  JOHN  PAL-tR,  MEMPHIS 

* MOSS,  THUS  CHESTER,  MEMPHIS 
MOSS  , WM  HENJ,  MEMPHIS 
MOTLEY,  THOMAS  EARL,  MtMPHIS 
MUUSTAFA,  SALwA,  MEMPHIS 
MROZ,  CHRISTINE  E,  MEMPHIS 

MUHL BAUER,  MICHAEL  SLUTT,  MEMPHIS 
MUIR HEAD,  ERNtST  t»IC,  MtMPHIS 
MULLEN,  JESSt  G,  MEMPHIS 
MUNN,  CHARLES  W,  -EMPHIS 
MURDOCK,  wADE  THOS,  MEMPHIS 

A MURPHEY,  FRANCIS,  NAPLES,  EL 
MURPHY,  CYNTHIA  OAHNLY,  MEMPHIS 

- MURPHY,  GARNETT,  MfMPHlS 
MURPHY,  JAMES  GARNETT,  MEMPHIS 
MURPHY,  PATRICK  J,  MEMPHIS 
MURPHY,  WALTER  HENRY , MtMPHIS 
MURPHY,  WM  MONT,  MEMPHIS 
MURRAh  JR,  WM  EITZHUGH,  MEMPHIS 
MURRAY,  I A N FARRELL,  MEMPHIS 
MYERS,  WM  STANLEY,  MEMPHIS 

- NABORS  III,  LUUIS  B,  MEMPHIS 
NADEL,  ALAN  MARC,  MEMPHIS 
NASH,  JOHN  PAUL,  MEMPHIS 
NAWAF , KAYS  , -FMPHIS 

NEELY  JR,  CHAS  L t A , -EMPHIS 

- NELSUN,  MICHAEL  w,  MEMPHIS 
NEWMAN,  LARRY  BERNARD,  MEMPHIS 

- NEWMAN,  -ARK  S,  MFMPHIS 
NGUYEN.  CHIEN,  MtMPHIS 

- NGUYEN,  VINH  OUC , MEMPHIS 
NICHOLS,  THUS  wAuUELL,  Mt-PHIS 
NICHOPOULOS,  GEORGE  C,  MtMPHIS 
NIKOLOVSKI , OLIVER  T,  BIRMINGHAM,  MI 
NOBLES  JR,  EOGtNE  RODMAN,  MEMPHIS 
NOE,  HORACE  NORMAN,  MEMPHIS 

* NORMAN,  ROBT  SIDNEY,  GERMANTOWN 

- NORRIS,  HUN  T t R WILLINGHAM,  MEMPHIS 
NORTH,  WM  C,  MEMPHIS 

NORTHERN  JR,  WM  L,  MtMPHIS 
O'CONNELL,  JOHN  F,  MEMPHIS 


O'SULLIVAN,  PATRICK  JUS,  MEMPHIS 
OCHS,  JFEEREY  J,  MEMPHIS 

- OELLEKICH,  WILLIAM  E,  MtMPHIS 
UGLF,  EVELYN  M BASSI,  MtMPHIS 

* OGLE,  WM  SANDERS,  MtMPHIS 
OGLESBY,  CLAUDE  UUNN,  MEMPHIS 
OK  RAH,  AMOS,  MEMPHIS 

* DLIM,  CHAS  BURTON,  MEMPHIS 
OLINGFk,  kOONeY  GLENN,  MEMPHIS 

* OR-AN,  JOS  COUKF,  "EMPHIS 
ORPt  T JR  , P L , ME  MPH  I S 
osbokn,  Frank  Jackson,  Memphis 

OSBORNE,  PAMELA  THOMPSON,  CUkUOVA 

- OSTFtN,  klJBfc  K T w , CORDOVA 
OSWALD,  wM  J,  MEMPHIS 

OUTLAN,  JUHN  EDWARD,  COLLIERVILLE 
OUTLAN,  WILLIAM  E,  CULLILRVILLE 
OWFNS,  CONALU  D,  MfrpHIS 
OWENS.  JAMES  HARVEY,  MEMPHIS 

* PACKER,  HENRY,  MEMPHIS 
PAGE,  GENE  RUEFNlR,  MEMPHIS 
PACE  , “BY  C , MEMPHIS 
PAIDIPALLI , BABO  RAO,  MEMPHIS 
PAINTER,  MAX  wESLEY,  MEMPHIS 

- PAIS,  WE  NOY  J , ME MPH  I S 

- PALAZZO,  ANTHONY  J,  MEMPHIS 
PAL-ER  IV,  ROBERT  E,  MEMPHIS 
PALMIERI,  GENARO  MIGUtL  A,  MEMPHIS 
P ARM  k , JOS  , MEMPHIS 

PARKS,  FRANK  0,  MEMPHIS 
PARROTT  JK , CHAS  WM,  SUUTHAVfN,  MS 
PARSONS  III,  WARD  CHESTER,  MEMPHIS 
PARVtY,  LOUIS  S,  -EMPHIS 
PASLAwSKI,  WALTER,  MEMPHIS 

* PASTER,  Sa  ML , SANT  A -UNI CH , CA 
A PASTERNALk,  “ORRIS.  rt-PHIS 

PATE,  JAMES  w,  MEMPHIS 

Patterson  iii,  Russell  h,  me-phis 
Patterson,  Charles  richako,  Memphis 

PATTERSON,  KELLY,  -tMpHlS 
PATTERSON,  SAM  POLK,  MEMPHIS 
PATTERSON,  STANLhY  -ArTIN,  MEMPHIS 

* PAUL,  RAPHAEL  NATHAN,  MtMPHIS 
PAYNE  JR,  EARNEST  R,  -EMPHIS 
PAYNE  , PAUL  A , ME "Pm  I S 

PEARSDE,  RICHARD  MCUU1STUN,  ME-PhIS 
PtOIGO,  PHILLIP  aULFr,  ME-PHIS 
PEELER,  MuLLY  M,  -EMPHIS 
PEEPLES  JK,  JOHN  I),  MFMPHIS 

- PELLEGR1N  JR,  HE  NR  I E,  ARLINGTON 
PENDER  JR,  JUHN  VINCENT,  MEMPHIS 
PERRY,  EDGAR  t"KlCH,  MEMPHIS 
PETERS,  THOMAS  GUY,  ME-PHIS 
PETTIT,  PAUL  N , MEMPHIS 
PHELPS.  »I1  ChaS,  “t-PHIS 
PHILLIPS,  CAROL  ANN,  MtMPHIS 
PHILLIPS,  JERKY  CLYDE , MEMPHIS 

* PHILLIPS,  WM  EARL,  -EMPHIS 
PHOTOPULEIS,  GUY  J,  MtMPHIS 

P I A N JR,  MAURICE  C,  MtMPHIS 
PICOTT,  JUHN  0,  ME-PHIS 
PINSON,  E LOulSE,  MEMPHIS 
PINSTLIN,  MARIIN  Lh'E,  MEMPHIS 
P 1 TCOCK , JAMES  ALLISON,  MEMPHIS 

- PITMAN,  THOMAS  C.  -EMPHIS 
PLATKIN,  ALAN  BAILEY,  -EMPHIS 
PULLNUW.  ROBERT  t,  A r A R I L L E> , TX 

* POOL,  ROBT  MC  CAUGHRIN,  ME-PHIS 

a PORTER,  COLUMBUS  HASStLL,  MtMPHIS 
PORTER,  HUEY  MENDER  SON  , ME-PHIS 
PORTER,  WM  RICHARD,  MEMPHIS 
PORTERFIELD,  JAMES  G,  MEMPHIS 
POSEY,  MICHAEL  EVANS,  MEMPHIS 
PUUCCYROUS,  maSSKOD,  MEMPHIS 
POWELL,  CARROLL  t.  MtMPHIS 
PKASAO,  SuDHA  R,  MEMPHIS 
PRATT,  THOMAS  H,  MF-PHIS 
price,  Carolyn  Culpepper,  -emphis 
PRICE,  JAMES  HOWARD,  MEMPHIS 
PRICE,  ROtiEkT  ALLEN,  MEMPHIS 
PRIDGEN,  STEPHEN  ALLtN,  MEMPHIS 
PRIDGEN,  w-  RUBY,  MEMPHIS 
PRIETO  JR,  LUIS  CARLOS,  MEMPHIS 
PROCTUR,  RUSSELL  JAY,  MEMPHIS 
P R U I I T , DAVIO  B , MEMPHIS 

- PUGH,  VIRGINIA  ANN,  MEMPHIS 

- puranik,  kanchan  h,  me-phis 
PUTMAN,  BILLIt  HAROLD,  MtMPHIS 
UUINN  III,  PETER  JOS,  MEMPHIS 
RADA  III,  JOHN  B , «e MPH I S 

R A G H A V A I AM , N V,  MEMPHIS 
RAGSDALE,  HLAKF,  -EMPHIS 
RAHMAN,  MAHEUZOR,  MEMPHIS 
RAINES,  EDWIN  ALLtN,  MEMPHIS 
RAINES,  RICHARD  BRODNAX,  MEMPHIS 

* RAINES,  SAUL  LUCAS,  MEMPHIS 

* RAINEY,  wM  TrlOS,  MEMPHIS 

RAINS  III,  BOYCE  MANKIN,  MEMPHIS 
RA-ANATHAN,  JAVA,  MtMPHIS 
RA-ANATHAN,  KODANGODI  P,  MEMPHIS 
RAMEY  III,  DANE  RANDOLPH,  MEMPHIS 

* RANOOLPH,  JERKY  E,  ME-PHIS 
RANDOLPH,  PAUL  DOUGLAS,  MEMPHIS 
RAO,  BHASKAR  NARAYAN,  GtkMANTOWN 
RAWLINSON,  WILLIAM  E,  MtMPHIS 
RAWTAM,  PALLAVI  V,  MEMPHIS 
RAY,  MORRIS  WILLIAM,  MEMPHIS 
REAVES,  EDWARO  ML  CORMICK,  MEMPHIS 

- REDDEN,  R ALLtN,  ME-PHIS 
REED,  CHLSTON  MURRAY,  MEMPHIS 
REFD,  ECwaRD  WILSON,  MEMPHIS 
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REED,  PARK  LUYO,  MEMPHIS 
REEDER,  ROBT  CANADA,  MEMPHIS 
REESE  JR,  HARVEY  C,  MEMPHIS 
REESE,  HALDEN  EUGENE,  MtMPHIS 
REISSER  JR,  JUHN  MILTON,  MEMPHIS 
RENTROP,  WALTER  ANTON,  MEMPHIS 
RENTROP,  WM  EMIL,  MEMPHIS 
REYES,  NORA  V,  MEMPHIS 
REYNOLDS,  GARY  LYNN,  MEMPHIS 
RHEA  JR,  H.AL  S,  MEMPHIS 
RICHARCSON  JR,  R03T  LEE,  MEMPHIS 

- RICHARDSON,  DAVID  J,  MEMPHIS 
RICHARDSON,  ELBERT  GREER,  MEMPHIS 
RIGGS  JR,  WM  WEBSTER,  MEMPHIS 
RIGGS,  CHAS  R,  MEMPHIS 

RILEY,  FRANCES  OSBORN,  MEMPHIS 
ROANE , JOURDAN  ARCHIBALD,  MEMPHIS 
ROBBINS  JR,  SAMUEL  GwIN,  MEMPHIS 
ROBBINS,  EOWARD  T,  MEMPHIS 
ROBERTS,  LARKY  K,  MfcMPHIS 
ROBERTSON,  JAMES  THUS,  MEMPHIS 
ROBERTSON,  JON  HOBSON,  MEMPHIS 

- ROBERTSON,  KENNETH  R,  MEMPHIS 

♦ ROBINSON  JR,  CHAS  G,  MEMPHIS 
ROBINSON  JR,  JOHN  EDWARD,  MEMPHIS 
ROBINSON,  JAMES  A,  MEMPHIS 
ROBINSON,  LLOYD  EDWARD,  MEMPHIS 
ROBISGN  JR,  LOWELL  BE  N J , MEMPHIS 
ROCKETT,  JOHN  FREDERICK,  MEMPHIS 

- ROGERS,  ALFRED  H,  MEMPHIS 

♦ ROGERS,  GORDON  K,  MEMPHIS 
ROJAS,  NORBEkTO,  MEMPHIS 
ROLOSON,  GARY  JAMES,  BARTLETT 
RONFY , RONALD  STEVEN,  MEMPHIS 
ROSE,  DOUGLAS  LYNN,  MEMPHIS 
ROSEN,  GERALD  MICHAFL,  MEMPHIS 
ROSEN8EPG,  E WILLIAM,  MEMPHIS 
ROSENBERG,  ZACHARY,  MEMPHIS 
ROSENSWEIG,  JACOB,  MEMPHIS 
ROUTT  JR,  WILLIAM  EDWARO,  MEMPHIS 
RUCH  JR,  WALTER  ALLWEIN,  MEMPHIS 
RUCH,  ROBI  MILTON,  MEMPHIS 
RUCKER,  JAMES  DAN  I EL,  GERMANTOWN 

♦ RUONER  JR,  HENRY  GORDON,  MEMPHIS 
RULEMAN,  CHESTER  ALLAN,  MEMPHIS 
RUNYAN  JR,  JOHN  wM,  MEMPHIS 
RUSSELL  JK , JOHN  MURRAY,  MEMPHIS 
RUSSELL,  THOMAS  ANTHONY,  MEMPHIS 
RUSSO,  WM  LOUIS,  MEMPHIS 
RUTSCHMAN,  JULIAN  LEANOER,  MEMPHIS 
RYAN  JR,  GEU  MARIJN,  MEMPHIS 

- RYU,  JINA,  MEMPHIS 

SACHS,  HANSON  PHILIP,  MEMPHIS 
SACKS,  HAROLD  SAMUEL,  MEMPHIS 
SAFLEY  JR,  CHAS  FRANKLIN,  MEMPHIS 
SAGE,  FRED  P,  MEMPHIS 
SAINO,  JAMES  D,  MEMPHIS 
SALAZEP,  JORGE  E,  MEMPHIS 
SALKY,  NATHAN  KALMON,  MEMPHIS 
SAMAHA,  JOSEPH  K,  MEMPHIS 
SAMMONS,  LEHMAN  CLARK,  OSCEOLA,  AR 
SAMUELS,  ALAN  OANL,  MEMPHIS 
SANDER,  CRAIG  J,  MEMPHIS 

- SANDERS,  B JEFF,  MFMPHIS 
SANDERS,  FREDERICK  D,  MEMPHIS 

- SANOERS,  ROONEY  C,  MEMPHIS 

♦ SANOERS,  SAM  HOUSTON,  MEMPHIS 
SANFORC  JR.  JACK  CARTER.  MEMPHIS 
SANFORD,  DAVID  MARSHALL,  MEMPHIS 

♦ SANFOKO,  ROBERT  ALEXANDER,  MEMPHIS 
SATTERFIELD  JR,  wM  T,  MEMPHIS 
SAUTER,  ROBERT  F,  GERMANTOWN 
SAXTON  SR,  GkADY  L,  GERMANTOwN 

♦ SCHAFFER,  DONALD  EARL,  MEMPHIS 
SCHETTLER,  HETTY  J,  MEMPHIS 
SCHETTLER,  WM  HEYMOORE,  MEMPHIS 
SCHLESINGER,  VICTOR  AULER,  MEMPHIS 
SCHMIDT,  DONALD  w,  MEMPHIS 

- SCHMIDT,  WARREN  N,  MEMPHIS 
SCHNAPP,  MOACIR,  MEMPHIS 
SCHOETTLE  JR,  G PHILLIP,  MEMPHIS 

♦ SCHREIER,  PHILLIP  CHAS,  MEMPHIS 
SCHROEDER,  HARRIETT  L,  LITTLE  ROCK,  AR 
SCHWEITZER,  JOHN  B,  MEMPHIS 
SCHWERKOSKE,  JOHN  F,  MEMPHIS 

SCOTT  III,  BENJAMIN  F,  MEMPHIS 
SCOTT  JR,  DANIEL  J,  MEMPHIS 
SCOTT,  EDWARD  PATTON,  MEMPHIS 
SCOTT,  EDWIN  LEE,  MEMPHIS 

- SCOTT,  HUGH  BARRETT,  MEMPHIS 
SCOTT,  JOS  MANSON,  MEMPHIS 

- SCOTT,  MARY  LYNN,  MEMPHIS 
SCOTT,  RANDALL  LtE.  MEMPHIS 
SCRUGGS,  JERRY  L,  MEMPHIS 
SEALE,  JAMES  L,  MEMPHIS 
SEALS,  JAMES  L,  MEMPHIS 
SEBES,  JENO  IMRE,  MEMPHIS 
SEGAL,  ANTHONY,  MEMPHIS 
SEGAL,  JACK,  MEMPHIS 

♦ SEGAL,  MAURICE  P,  MEMPHIS 

♦ SEGERSON,  EOwARD  C,  MEMPHIS 
SEXTON,  RAY  UwEN,  MErPHIS 

♦ SHAEFEER  JR,  S J,  MEMPHIS 
SHANKLIN,  DOUGLAS  R,  MEMPHIS 

- SHANKS  JR,  JAMES  F,  KNOXVILLE 
SHAPIRO.  MARVIN  LUUIS,  MEMPHIS 
SHAPPLEY  JR,  WM  VANCE,  MEMPHIS 
SHEA  III,  JOHN  JOSEPH,  MEMPHIS 
SHEA  JR,  JOHN  JOS,  MEMPHIS 
SHEA  JR,  MARTIN  COYLE,  MEMPHIS 
SHEARIN,  ROST  P N,  MEMPHIS 


MFMPH I S 
MEMPHIS' 

MEMPHIS 

HEBER  SPRINGS,  AR 
MEMPHIS 
MEMPHIS 


SMITH, 

SMYTHE 


SHEFFIELD,  wM  E, 

SHELL  III,  DAN  H, 

SHELTCN,  BRIXEY  K, 

SHELTON,  JAMtS  R , 

SHELTON,  THOMAS  B, 

SHERROD  II,  RCME, 

SHIFFMAN,  STEPHFN  MURRAY,  MEMPHIS 
SHU“AKE,  LESLIE  BUWL1N,  MEMPHIS 
SHURLEY  II,  WILLIA"  k,  MEMPHIS 
SIFGEL,  BARRY  ROSS,  MEMPHIS 
SIEGEL,  JEROME  SEYMOUR,  MEMPHIS 
SIEGEL,  SAUL,  MEMPHIS 
SIEVFKS,  RICHARD  E,  ME"PHIS 
SIKES,  JAMES  C,  MEMPHIS 
SILVERMAN,  MICHAEL  N,  MEMPHIS 
SIMCOX,  MARK,  BRISTOL 
SIMMONS,  JAMES  C H,  MEMPHIS 
SI“S,  CLIFFORD  w,  MtMPHIS 
SINGLETON,  MICHAEL  RUBfcRT,  MEMPHIS 
SISK,  THOS  UavID,  “FMPHIS 
SISSMAN,  PAUL  R , MEMPHIS 
SKAGGS,  MARVIN  R.  ICHARO,  MEMPHIS 
SKAREUOFF,  MICHAEL  N,  WlLLCwBkOOK,  IL 
SKINNER,  COWARD  FOLLAND,  MEMPHIS 
SLPAS,  DAVID  DALE,  MtMPHIS 
SLUTSKY,  AVRIJ.N  ABE,  mE“PhIS 
SMILEY,  LINDA  <M  A K I F , MEMPHIS 
SMITH  JR,  HUGH  M I LB  Y A,  MEMPHIS 
SMITH  JR,  VERNON  I,  MEMHHIS 
SMITH,  CAROL  ANN,  “tMPHIS 
SMITH,  CLYDE  GAYLUN,  MEMPHIS 

smith,  kirby  lef,  Memphis 
SMITH,  NELSON  B , “FmphIS 
SMITH,  STANLEr  L,  MEMPHIS 
SMITH,  SULLIVAN  K,  COOKEVILLE 
SMITH,  VINCENT  0,  “EMPHIS 
w CHAPMAN,  MEMPHIS 
Jk,  FRANK  wARO,  MEMPHIS 
snioer,  Charles  van,  Memphis 
SNYDER,  D'J  WEN  ERVIN,  MEMPHIS 
SOHM,  JOHN  J,  MEMPHIS 
SOLOMITO,  VINCENT  LFE,  MEMPHIS 
SOLOWAY,  MARK  STEPHFN,  MEMPHIS 
SOPFR,  RICHARD  GRAVES,  MEMPHIS 
SPANN,  MICHAEL  G,  MEMPHIS 
SPENCER,  JUOY,  MEMPHIS 
SPIOTTA  JR,  EUGENE  J,  MEMPHIS 
SPIOTTA,  EUGENE  JUS,  MEMPHIS 
SPIOTTA,  LARRY  H,  MEMPHIS 
STANFCRO,  CARL  CUUPEk,  MEMPhlS 
STANFORD,  JAMES  FRANKLIN,  MEMPHIS 
STANLEY  JK , THOS  v,  MEMPHIS 
STARK,  RAY  GINGLES,  MEMPHIS 
STARR,  JASUN  LEONARD,  MEMPHIS 
STEIN,  IRA  E,  MFMPHIS 
STEIN,  LEE  S,  MtMPHIS 
STENTZ,  OAVIO  L,  MEMPHIS 
STEPHENS,  RAJ  K,  GEkMANT  UwN 
STEPP,  WM  PRICE,  MFMPHIS 
STERN,  THUS  NEUTON,  MfcMPHIS 
STEVENSON,  CL  tO  wILSUN,  MEMPHIS 
STEVENSON,  EUwAKIJ  N,  MEMPHIS 
STFVENSON,  RUBIN  MALCOLM,  MtMPHIS 
STFWART,  GEORGE  t,  “E“PH I S 
STEWART,  MARCUS  JEFFERSON,  MtMPHIS 
STEWART,  SHERRILL  BRYCE,  "EMPHIS 
stovall,  Thomas  Gregory,  Memphis 
STRASPFRG,  GARY  UAVID,  MEMPHIS 
STRATTCN,  HEN  k Y THUS,  MtMPHIS 
STROCK,  SYLVIA  S,  "EMPHIS 
STU8BLEF It  LD,  ROM  T J,  MEMPHIS 
SULLIVAN,  JAY  MICHAEL,  MtMPHIS 
SULLIVAN,  JOS  ALBERT,  MEMPHIS 
SUMMERS,  0 SCUTT,  PARIS 
SUMMITT,  KUBtkT  LAYMAN,  ME “PHIS 
SUTHERLANU  III,  ARTHUR  J,  MEMPHIS 
SUVILLAGA,  VICTOR  I,  WILMINGTON,  NC 
SwEENEY,  PATRICK  JOHN,  MEMPHIS 
SYONOR,  ELMER  w,  "EMPHIS 
TABOR,  OWEN  BRITT,  MtMPHIS 
TACKET,  HALL  SANFURO,  MtMPHIS 
TAG,  ARNOLD  R,  MtMPHIS 
TALLEY,  BYRON  SHAURACH,  MEMPHIS 
TANFNBAIJM,  "ARK  HARRIS,  MEMPHIS 
TAYLOR  III,  HERBERT  A,  MEMPHIS 
TAYLOR  JR,  WM  WOOD,  MEMPHIS 

Taylor,  euwIn  oscak,  Memphis 
TAYLUR,  JUHN  CHARLES,  MtMPHIS 
TAYLOR,  MARTHA  NEU "ANN,  MEMPHIS 
TAYLOR,  ROBT  CLARKE.  MEMPHIS 
TAYLOR,  SUSAN  GRAY,  MEMPHIS 
TEAGUE,  PAUL  EURO,  MEMPHIS 
TEJWANI,  IMUURANI  A,  MEMPHIS 
TEMPLETON,  TERRY  P,  MEMPHIS 
TERHUNF,  RONALD  LYTLE,  MEMPHIS 
THOMAS  JR,  LLUYO  R,  GERMANTUwN 

Thomas,  dianna  j,  Memphis 

THOMAS,  L BRANNON,  EL  JEOEL,  CO 
ThO"PSON,  BAkRY  F,  MEMPHIS 
THOMPSON,  PAUL  AnuREw,  Mt"PHIS 
THOMPSON,  TEkkY  L,  MtMPHIS 
THOMPSON,  TOM  C.  MEMPHIS 
THOMPSON,  TOMMY  C,  MtMPHIS 
THOMSEN,  WILLIAM  3 , MFMPHIS 
THRELKELD,  «M  CLtAGF,  MEMPHIS 
THURMOND,  S G A I L , MEMPHIS 
TICKLE,  SAML  MILTON,  MEMPHIS 
TIELENS,  DON  RAYMUN,  MEMPHIS 
TILLMAN,  RONALO  C,  MOUNTAIN  CITY 
TOOO,  MAkGARET  RYAN,  MEMPHIS 
TODO,  TANJA  LU,  MEMPHIS 


TONKIN,  ALLEN  K,  MEMPHIS 
TONKIN,  INA  L 0,  MFMPHIS 
TUOMS,  RUBT  EDWIN,  MEMPHIS 
TOSH,  JOHN  WILLIAMS',  MtMPHIS 
TOWNES,  ALEXANDER  S,  MEMPHIS 

- TRAN,  PHONG  HUMG,  MEMPHIS 
TRAPP,  FRIKA  F,  MEMPHIS 
TRAUTMAN,  ROBERT  J,  MEMPHIS 
TREADWELL  III,  GLORCt  H,  MEMPHIS 
TREW,  GARY  F,  MEMPHIS 

* TRIPP,  ALVIN  BRUSH,  NESBIT,  MS 
TROOP,  BRYAN  ROSS.  Mfc“PHIS 

TUBER  V I LLL , AUDREY  wHALEr,  MEMPHIS 

* TULL  I S JR,  I FRANK,  MtMPHIS 
TULLIS,  KLNNFTH  FRANK,  MEMPHIS 
TURLF.Y  III,  JOHN  C,  MEMPHIS 

* TURLEY  JR,  HUBERT  KING,  MEMPHIS 

* TURLEY  JR,  JUHN  C,  Mb"PHIS 
TURMAN,  PRENTISS  A,  MEMPHIS 
TUPN8ULL  JR,  STEVt  H,  MEMPHIS 

* TURNBULL,  RANDOLPH  «,  MEMPHIS 
TURNER,  GEO  RANDOLPH,  MfcMPHIS 
TURNER,  JAMES  E.  MEMPHIS 
TURNER,  JAN  LEWIS,  MEMPHIS 

- TUTOR,  DAVID  K,  MEMPHIS 

* TYLFR,  LOUIS  tOwAKO,  MEMPHIS 
TYRFR  JR,  AUSTIN  rUY,  "E"PHIS 

* TYSON  JR,  wM  T.  MEMPHIS 
UPSHAW,  JAMES  JERRY,  MEMPHIS 
UPSHAW,  JEEEt*SL’N  DAVIS,  MEMPHIS 
USOAN,  DAVID  AARON.  MEMPHIS 

* VACCAKC,  EUGENE  a,  MEMPHIS 
VARNER  JP,  c FERRcLL,  MEMPHIS 

« VARNER,  CLAUDE  FERRELL,  MEMPHIS 
VARNER,  JAMES  CARROLL,  MEMPHIS 
VASU,  RFNGA  I,  MEMPHIS 
VERA,  SANTIAGO  k,  ME "PHIS 
VEBNEK,  WALTER  EUGENE , MEMPHIS 
VICK,  EDWARO  GRANT,  MEMPHIS 
VICK,  S I ONE  Y D,  MEMPHIS 
VIERUN,  LEONIDAS  NICeiULAS,  ME“PhIS 
VINCENT,  JOHN  RUBT,  ME-PHIS 

- VINCENT,  KAREN  ANN,  MtMPHIS 
VEJOKLt  S , JUHN  THORN,  “tMPHIS 
VU,  TCLAn  HOANG,  GEe"ANTUwN 
VU,  TRONG  VAN,  MtMPHIS 
WAOF,  w BuRKf  , MIMPmIS 

- w A I , ROBERT  a,  MEMPHIS 

- WAKEFIELD,  PAUL.  KNOXVILLE 

* WAKHAM,  JaMFS  DALE,  MAOISON,  «S 
WALKER  JR,  PARKS  V,  ME "PHIS 

walker,  Frances  carulyn,  Memphis 

* WALKER,  LILLIt  C,  LITTLE  SwTZLAND,  NC 
WALKER,  ROBERT  A,  "tMPHIS 

WALKER , WILLIAM  WHITE,  MfcMPHIS 

* WALLACE,  FREu  C,  MEMPHIS 

* WALLACE,  JAMtS  ASHFORD,  MF«PHIS 

* wALLACF,  PtTLR  li,  MEMPHIS 
WALZER,  Y A I R , MEMPHIS 
WANOtRMAN,  RICHARD  G,  CUKDOVA 
WAROLAW,  lFE  LYLL-,  Mt-PHIS 
•WARNER,  RUN  Nit  » , MtMPHIS 
wARR  III,  OTIS  SUMTER  , MtMPHIS 

* wARR,  OTIS  S,  MtMPHIS 

* WATKINS.  « " w,  MEMPHIS 
wATRIUGt,  CLARENCE  B,  MEMPHIS 
waTjOn,  Donald  C,  Memphis 

WATSON,  SUSAN  R,  “EMPHIS 

- WATTERS  III,  BRANDON,  "tMPHIS 
WEATHERLY,  MARK  .ILLAKU,  MEMPHIS 
WEBBER,  REN  PCRTtk,  MEMPHIS 
WERFR  III,  ALVIN  JULIAN,  “EMPHIS 
WEBER,  BILL  CARL,  MLMPHIS 

- WEOEGAFRTNER , MARY  ROSE,  MEMPHIS 

* WEEMS,  JEROME  J,  ME"PHIS 
wEF "S , JOS  LtLL,  MEMPHIS 

w t F " S , THOS  OLYLt,  Mt"PHlS 

- wEIL,  MARTIN  L,  MEMPHIS 
WEINBERG,  JOSEPH  A,  GFRMANTUwN 
WEIR  JR,  ALVA  BO w E N , MFMPHIS 
WFISS,  JOSEPH  F,  “FMPHIS 
WELLS,  VAN  HLNRY,  "tMPHIS 

* WENFk,  SAML  I,  "EMPHIS 
WENNEMARR,  JAMFS  R,  MtMPHIS 
WESBEKRY  JR,  JESSE  "ALPASS,  MEMPHIS 
WESBERRY  SR,  JESSE  "ALPASS.  MEMPHIS 
WEST,  HAkuLO  MAXtLL,  MEMPHIS 

WEST,  wILLIAM  HOaTH,  MEMPHIS 
WESTMORELAND,  DANIEL  K,  MFMPHIS 
WHEAT.  wENOELL  T,  MtMPHIS 
WHITE  III,  THUS  JEFFERSON,  MEMPHIS 

- WHITE  JR,  CHARLES  w,  MEMPHIS 
WHITE  JP,  JAMES  HAROLO,  MEMPHIS 
WHITE,  CHAS  EOwARD,  mE"PhIS 
WHITE,  FRANK  LOUIS,  MtMPHIS 

* WHITE,  WM  GUERIN,  MEMPHIS 

WHIT F HEAD,  WM  JERRY,  GERMANTOWN 
WHITINGTON,  GtNE  L.  MEMPHIS 
WHITLOCK,  LAWRENCE  wAYNE,  MEMPHIS 

- WICKMAN,  JOHN  K,  “FMPHIS 
WIFNER,  ISA  DURE  DAVID,  MEMPhlS 
WIENER,  ROBT  ALAN,  MEMPHIS 

- WILCOX  JR,  A BRIAN,  MEMPHIS 
WILDER,  WM  WIGGINS.  MEMPHIS 
WILHITE,  JUE  LYNN,  MtMPHIS 
WILKINSON,  EPHRIAM  BAILEY,  Mt"PHIS 

* WILLIAMS,  HORACE  GLENN,  MEMPHIS 

- WILLIAMS,  LANE  PURTER,  MEMPHIS 

* WILLI A“S»  LINKWOOU,  MEMPHIS 
WILLIAMS,  PAUL  HERBERT,  MEMPHIS 

- WILLIAMSON,  TENA  J,  DUKtCC" 
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WILLS,  GORDON  LEfc,  MEMPHIS 
WILSON  JR,  JANES  EDWARD,  MEMPHIS 
WILSON,  AKTHOk  JAMES,  MEMPHIS 
WILSON,  OONALO  BRUCE,  MEMPHIS 
WILSON,  HARRY  WILLIAMSON,  MEMPHIS 

* WILSON,  JAMES  E,  MEMPHIS 
WILSON,  JOHN  MC  CULLOOGH,  MEMPHIS 

* WILSON,  JOHN  MC  OOISTON,  MEMPHIS 
WITHERINGTON  III,  JAMES  B,  MEMPHIS 
WITHERSPOON  JR,  FRANK  G,  MEMPHIS 

- WITT,  WALTER  S,  ME“PHIS 
WOLF,  RODNEY  YALE,  MEMPHIS 
WOOD  II,  GEORGE  «,  MEMPHIS 
WOOD,  MATTHEw  W,  MEMPHIS 
WOOD,  THOS  OVAL,  MEMPHIS 
WOODALL  JR,  JESSE  C,  MEMPHIS 
WOODBURY,  GEO  ROHT,  MEMPHIS 
WOODBURY,  LINDA  l PLZAK,  MEMPHIS 

- WOODS,  BRYAN  L,  MEMPHIS 

* WOOLLEY,  CL1ETON  ward,  MEMPHIS 
WOOTEN,  RICHARD  LINDSEY,  MFMPHIS 

« workman  jk , Claude  h,  Memphis 
WORRELL,  JERRY  LEWIS,  MEMPHIS 
WORTHING  TUN,  JULIAN  MACK,  MEMPHIS 
WKENN  JP,  EARLE  L,  MEMPHIS 
WRIGHI  II,  PHILLIP  E,  MEMPHIS 
WRIGHT  JR,  EKED  GRAVES,  MEMPHIS 
WRIGHT  JR,  LEONARD  0,  MEMPHIS 
WRIGHT,  DANA  JOHN,  MEMPHIS 
WRIGHT,  SHERYL  JONES,  MEMPHIS 
WRURLE,  LAWRENCE  DAVID,  MEMPHIS 

* WURZBURG,  HENRY,  MEMPHIS 
WYLER,  ALLEN  R,  MEMPHIS 

- YANCEY  JK,  JLKRY  L,  MEMPHIS 
YARBROUGH,  ROBERT  R,  MEMPHIS 

* YATFS,  CLAUDE  FRANK,  MEMPHIS 
YATES,  LINOA  KAY,  CUROOVA 
YOUNG,  JACK  G,  MEMPHIS 
YOUNG,  MAkK  S,  MEMPHIS 
YUKON,  GORDON,  Mt-PHIS, 

ZANELLA  JR,  JOHN,  MEMPHIS 
ZANONE,  MICHAEL  T,  MEMPHIS 

* ZUSSMAN , BERNARD  M,  MEMPHIS 

MONROE  COUNTY  MEDICAL  SOCIETY 

ALLEN,  JAMES  LESTER,  SwEETWATER 
BARNES,  JAMES  HARDIN,  SwEETwATER 
BARNES.  N ALAN,  FAIRFIELD  GLADE 
EVANS.  THOMAS  S,  SwEETwATER 
GETTING EKi  JOSHUA  S,  maoISONVILLE 
HARVEY,  WILLIAM  L,  MAOISONVILLE 
HAYS,  POBT  0ANL.  CLEVELAND 
HYMAN  JR,  ORKEN  WILLIAMS,  SwLETWATER 
LEVIN,  BARBARA  ANN,  MAOISONVILLE 
LOWRY,  FRANK  H,  MAOISUNVILLE 

* LOWRY,  TFLFORO  A,  SwLETwATER 
MCGUIRE,  HORACE  MIHLIK,  MAOISONVILLE 
NESS,  JAMES  w,  IELLICO  PLAINS 
VILLANEUVA,  RAMON,  SWEETWATER 
WIGGINS,  GEORGE  E.  MADISONVILLE 
ZEE,  PAULUS,  SWEETWATER 

MONTGOMERY  COUNTY  MEDICAL  SOCIETY 

ALL  IS0N-8R YAN , BARBARA  A,  CLARKSVILLE 

* ATKINSON,  EOWARO  R,  CLARKSVILLE 
BAGGETT,  HENRY  W,  CLARKSVILLE 
BARRETT,  K T,  CLARKSVILLE 
BEAZLEY,  WILLIAM  COOPER,  CLARKSVILLE 
8EGTRUP,  ROBERT  U,  NASHVILLE 
BELLENCFR,  JAMES  E,  CLARKSVILLE 
BOYD,  ALTUN  KEUTHER,  CLARKSVILLE 
BRADLEY,  JOEL  F,  CLARKSVILLE 

* BREWER,  CARLOS  B,  CLARKSVILLE 
8USBEE  III,  GREER  ALBtRT,  CLARKSVILLE 
RUSH,  JOEL  GREGORY,  CLARKSVILLE 
CARPICAN,  VERNnN  M,  CLARKSVILLE 

CHA,  PAUL  SANGYONG,  CLARKSVILLE 
CUNNINGHAM  JK , THOS  M,  CLARKSVILLE 
DEAL,  VIRGIL  I,  CLARKSVILLE 

* OOANE  JR,  S A M L N,  CLARKSVILLE 
DOTY  JR,  ROBERT  0,  CHAPMANSBORO 
DUPPETT  JR,  DAWSON  W,  CLARKSVILLE 
FARRAR,  JAMES  THOS.  CLARKSVILLE 
FAUST,  LARRY  M,  CLARKSVILLE 
FERPARACLIO,  BLAISE  t,  CLARKSVILLE 
FOSTER,  KAREN  PITTS,  CLARKSVILLE 
FUTRELL,  DANNY  W,  CLARKSVILLE 
GANT,  CHARLOTTE  E,  CLARKSVILLE 
GLASSELL,  EDwIN  C,  CLARKSVILLE 
GRARENSTEIN,  T G,  CLARKSVILLE 

* GREEN,  MACK  MACON,  CLARKSVILLE 

* GRIFFIN,  V H,  CLARKSVILLE 
CULLETT,  DAVID  LAIRO,  CLARKSVILLE 
HALL,  °ILLV  T,  CLARKSVILLE 

HALL,  MICHAEL  STANLEY,  CLARKSVILLE 
HAMPTON,  JAMES  EDWARD,  CLARKSVILLE 
HONG,  DOUG  UN,  CLARKSVILLE 
HUDSON  III,  WILLIAM  0,  CLARKSVILLE 
HUOSON,  ROBERT  w,  CLARKSVILLE 
IGLEHART,  BRYAN  T,  LLARKSV ILLF 
JORDAN,  EUWIN  CONSTANTINE,  CLAPKSV ILLE 
KENNEOY,  HOWARD  K,  CLARKSVILLE 
KENT,  STEPHEN  V,  CLARKSVILLE 
KOEHN  JR,  ROBT  C,  CLARKSVILLE 
'URITA,  GEURGt  I,  CLARKSVILLE 
IARKINS,  GARY  L,  CLARKSVILLE 
I EOPETTER,  BUFORD  B,  CLARKSVILLE 
1 EE , ROBT  HENRY  , DOVER 
LFMOINE,  ERIFZ  F,  CLARKSVILLE 
I I TT,  JAMES  C,  ERIN 


LIGDN,  DOUGLAS  WISTER,  ERIN 

limbauch  jr,  jawcs  w,  Clarksville 

LOWE  JR,  REGINALD  S,  CLARKSVILLE 
LUTON,  OAkLUS  SAIL,  CLARKSVILLE 
LYLE,  HM  GREEN.  CLARKSVILLE 
MARSH  III,  E t,  CLARKSVILLE 
MARTIN,  DANIEL  EKNFST,  ERIN 
MCCAMPPfLL.  FRANK  G,  CLARKSVILLE 
"ILFS  JR,  JOS  WM,  CLARKSVILLE 
MONTGOMERY,  TONY  JOHNSON,  CLARKSVILLE 
MOIJRL,  W k,  CLARKSVILLE 
PEACHER,  TERRY  GtNE,  CLARKSVILLE 
PEDIGO,  WILLIAM  J,  CLARKSVILLE 
PERALES,  ANGEL  0,  OICKSUN 
PETFRSCN,  KFIIh  0,  CLARKSVILLE 
PORTER,  DOUGLAS  DWIGHT,  CLAkKSvlLLF 
PkINE  JR,  WM  WESLEY,  CLARKSVILLE 
RICE,  ROBIN  L,  CLARKSVILLE 
RICHARDSON,  OONAlO  RAY,  CLARKSVILLE 
KOAOS,  TIMOTHY  K,  CLARKSVILLE 

* ross,  john  w,  Clarksville 

SAM)  IDLE,  I L,  PASAUENA,  TX 
SILER,  RITA  ANNE,  CLARKSVILLE 
SILVEY,  UARY  LYNN,  CLARKSVILLE 
SMITH,  JAMES  ROY,  CLARKSVILLE 
VANN,  HAROLD  FRANCIS,  CLARKSVILLE 
VERMILLION,  R J,  CLARKSVILLE 
WALKER,  J R,  CLARKSVILLE 

* wall  jr,  mi  h,  Clarksville 

WIBKINC,  RONALD  w,  CLARKSVILLE 
WILSON,  FRANK,  CLARKSVILLE 
WRIGHT  JK,  JOHN  FAY,  CLARKSVILLE 
YOUNG  JR,  RICHARD  wILSON,  CLARKSVILLE 

NASHVILLE  ACADEMY  OF  MEDICINE 
DAVIDSON  COUNTY  MEDICAL  SOCIETY 

ABISELLAN,  EOUAROO  E,  NASHVILLE 
ABISELLAN,  GECPGINA  A,  NASHVILLE 
ACOSTA,  ESTRELLA  R,  MAOISCN 
ACOSTA,  PAOLO  C,  MADISON 
ACREE,  MAURICE  H A S 0 N , NASHVILLE 
ADAIR,  LUTHER  B,  NASHVILLE 
ADAMS  JR,  ROBT  WALKER,  NASHVILU 

* ADAMS,  CPAWFURO,  DUCK  KEY,  FL 
AOOLESTONE , RONALD  B,  NASFVILLF 
ADELSON,  LORI  M,  NASHVILLE 
ADKINS,  ROBT  BENTON,  NASHVILLE 
ADKINS,  THOMAS  G,  NASHVILLE 
AGBUNAG,  ARNULFD  ABAT,  MADISON 
AKIN,  GORDON  CLAY,  NASHVILLE 
ALCANTARA,  ILOFFDNSO  A,  NASHVILLE 
ALEXANDER  JR,  CLYOF  h,  NASHVILLE 
ALEXANDER,  DAVF  A,  NASHVILLE 
ALFERY,  UAVIU  0,  NASHVILLE 
ALFORD  JR,  WM  CUTTER,  NASHVILLE 
ACFORC,  ROBERT  H,  NASHVILLE 
ALLEN  JR,  JOSEPH  H,  NASHVILLE 
ALLEN,  TERRY  RFYNOLOS,  NASHVILLE 
ALLEN,  VAUGHAN  ARTHUR,  NASHVILLE 
ALLEN,  VERNE  ELWOOU,  NASHVILLE 
ALL  F Y JR,  J CLYDE,  NASHVILLE 
ALLISON,  JOE  GARY,  MADISON 
ALPEK,  BENJ  J,  NASHVILLE 

- ALTENBERN,  PHILLIPS  0,  NASHVILLE 

AMMARELL,  ROBERT  L,  NASHVILLE 
ANAND,  VINITA,  NASHVILLE 
ANOERSCN  JR,  ARTHUR  R,  NASHVILLE 
ANOERSON  JR,  EDWIN  B,  NASHVILLE 

ANDERSON  JR,  JAMES  F,  NASHVILLE 

* ANOERSCN  JR,  JA*ES  S.  NASHVILLE 

ANOERSCN,  ALLLN  F,  NASHVILLE 
ANDERSON,  EDWARD  EUGENE,  NASHVILLE 
ANOERSON,  EOwIN  H,  NASHVILLE 

* ANDERSON,  EL0KIOGE  E,  NASHVILLE 

ANOFR  SON , H R,  NASHVILLt 
ANDERSON,  WM  CLYDE,  NASHVILLL 
AKENDALF  JR,  CHARLFS  R,  NASHVILLE 
A R F NO  ALL  II,  REX  E,  NASHVILLE 
ARNFTT,  DARRELL  G,  NASHVILLE 
ARNOLD,  EDWARD  STANLEY,  NASHVILLE 
ARNOLD,  FREDRICK  S,  NASHVILLE 
ARNOLD,  LARRY  TO  TTY,  NASHVILLE 
ARRDWSMITH,  RtTEK  NOEL,  NASHVILLE 
ASHER,  HARVEY,  NASHVILLE 

ATHAR,  ZILLUk  RAHMAN,  GUODLE T T S V I LLE 
AUERBACH,  PAUL  STUART,  NASHVILLL 
AVANT,  GEO  RAY,  NASHVILLt 
AVERBUCH,  MARK  STEPHEN,  NASHVILLE 
AVERY,  JAMES  KFLLtY,  NASHVILLE 
AYLOR,  SAKAH  BROWN,  BRENTWOOD 
BACKUS,  ELIZABETH  MAUREEN,  NASHVILLE 
BAER,  TARRY,  NASHVILLE 
BAILEY,  ALLAN  H,  NASHVILLE 
BAKER,  THURMAN  DEE,  NASHVILLE 
RALOwIN,  JAMES  MARVIN,  ASHLAND  CITY 
BALFOUR,  H BRIAN,  NaSHVILLF 

- BALLARD,  JEFFREY  LAWRENCE,  NASHVILLE 

* BALLARD,  SIDNEY  w,  FRANKLIN 
BALLINGER,  JEANNE  F,  NASHVILLF 
BAN,  THOMAS  A,  NASHVILLE 

* RANDY,  PRESTON  H,  NASHVILLF 

- BANKS,  CHARLFS  G,  JASPER,  AL 

* 8ARKSDALF,  EDwARO  H,  NASHVILLE 
BARNES  JR,  MAURICE  C,  NASHVILLE 
BARNETT,  OONALO  R,  NASHVILLE 
BARNETT,  RAUL  HA  R ULO , NASHVILLF 
BARNETT,  ROBT  BURTON,  NASHVILLE 
BARTON,  OAVIO,  NASHVILLE 

* BASS,  ALLAN  UELMAGE,  NASHVILLF 
BATALDEN,  PAUL  H,  NASHVILLE 


BATCHELOR,  E OALE,  NASHVILLE 
BATSON,  JACK  MILLER,  NASHVILLE 

♦ BATSON,  RANDOLPH,  TkOY,  AL 
BATTAGLIA,  EOOAROO  L,  NASHVILLE 
BAUCOM,  WILLIAM  E,  NASHVILLE 

♦ BAYER,  D SCOTT,  NASHVILLE 
BEAZLEY,  LUTHUR,  NASHVILLE 
BECK,  CHAS  BERNARD,  MAOISCN 
BECK,  LARSON  OALE,  MADISUN 
BECKWITH,  MERTON  M,  NASHVILLE 
BEELER.  RICHARD  T,  NASHVILLE 
BELOFN,  RICHARD  A,  NASHVILLE 
BELL  JR,  ERNEST  ANDREW,  MADISON 
BELL,  ROBT  LE  ROY,  NASHVILLE 
BENDER  JR,  HARVEY  w,  NASHVILLF 
BENDT,  ROBERT  RICHARU,  NASHVILLE 

♦ BENNETT,  LYNCH  0,  NASHVILLF 
BENNING,  THOMAS  R,  NASHVILLE 
BENSON.  Gt  OR  GE  N,  NASHVILLE 

♦ RENZ,  EDMUND  WOODwAPO,  NASHVILLE 
BERMAN,  M LAWRENCE,  NASHVILLt 
BERNARD,  LOUIS  J,  NASHVILLE 
BERNARD,  STANLEY,  NASHVILLF 
BtRRIE,  WARREN  R,  NASHVILLF 
BERRY,  GEUFFkEY,  NASHVILLE 
RESHAk I AN,  CHARLtS  M,  NASHVILLE 

♦ BEVERIDGE,  JUHN  H,  NASHVILLE 

- BIGLER,  MARK  ERIC,  GARDEN  CITY,  KS 

B I HL-M  IP ANDA , PATRICIA  M,  NASHVILLE 

♦ BILLIG,  OTTD,  NASHVILLE 

♦ BILLINGS  JR,  EREOtPIL  T,  NASHVILLE 
BINKLEY  JR,  wlLLIAM  JOSEPH,  MADISON 
BIROwELL,  BEN  JASON,  NASHVILLE 
BISHOP  JR,  FUGENL  L,  NASHVILLE 
BISHOP,  LINDSAY  K,  NASHVILLE 
BISHOP,  MICHAEL  ROBT,  NASHVILLE 
HISTOWISH  JR,  JOSEPH  M,  NASHVILLE 

♦ BLACK  JR,  JAMtS  N,  ANDREWS  APB,  MO 

BLAKE,  MARY  ANNE,  NASHVILLF 
BLALOCK,  w STANFUKD,  NASHVILLE 
BLUMfNKDPE,  BENNETT , NASHVILLE 
BOONE  R , STANLEY  JACOB,  HERMITAGE 
BUEHM,  FRANK  HENRY,  NASHVILLE 
BOLDS,  JOHN  MICHAEL.  NASHVILLE 
RULIN,  MARION  G , NASHVILLE 
BOMROY  JR.  JAMES  0,  NASHVILLE 

BUNO,  ARTHUR  GERM,  NASHVILLE 
BUND,  JOHN  BFNJ,  NASHVILLE 

HONE,  ROBERT  CARVER,  LEBANON 
BOOKMAN,  JA“ES  ANOREw,  MADISON 
BOOTH  JR,  GLENN  H,  NASHVILLE 

- BOSWELL,  GILBERT  t,  SAN  DIEGO,  CA 
BDTTOMY,  MICHAEL  BRUCE,  NASHVILLE 
BU  UNO  S JR,  CEO  WM,  NASHVILLE 
BOWERS  JR,  DAVID  GARWOOD,  NASHVILLE 
BOYD  JP,  WM  JOS,  NASHVILLF 

♦ BUYLIN,  JUHN  M,  NASHVILLE 
HRACKIN  JR,  HENRY  H,  NASHVILLE 

♦ BRADLEY,  CLUYCf  F,  NASHVILLt 

♦ BRADLEY,  I.  HEARN,  NASHVILLF 
BKAKFFIFLl),  JAMES  MARION,  NASHVILLF 

- BRANDFS,  JAN  LEWIS,  NASHVILLE 
8 K A R F N , H VICTOR,  NASHVILLE 
RREINIG,  JOHN  BOYERS,  NASHVILLF 
BWFNNAN  , RHONDA  KAY,  NASHVILLE 
BRESSMAN,  PHILLIP  L,  NASHVILLE 
BRIGHAM,  KENNcTH  L,  NASHVILLE 
BRIMMER  II.  kOBtKT  A,  NASHVILLE 
BRIN,  FOWARO  NIA|_,  NASHVILLE 
BROCK  III,  JUHN  n,  NASHVILLE 
BROOOWS,  ROBERT  G,  NASHVILLE 
BROOMES,  LLUYU  RUDY,  MURFREESBORO 
BROTHERS,  JOHN  CUNNINGHAM,  NASHVILLL 
BROWN  JR,  WALTER  EDWARD,  SPRING  HILL 
BROWN  JP,  WALTER  U,  NASHVILLt 
BROWN,  DOUGLAS  H,  NASHVILLF 

BROWN,  PERMIT  R,  NASHVILLE 

HRCWN,  MARY  JANE,  BKtNTwOOD 

BROWN,  PAMELA  E,  MADISON 

BROWN,  PHILLIP  PENDLETON,  NASHVILLF 

BROWNE,  EOWAKD  W,  NASHVILLE 

BRUNO  III,  JOHN,  NASHVILLE 

♦ BRYAN,  JOHN  r,  NASHVILLt 
BRYANT,  JAMES  OAVIO,  NASHVILLt 
BRYANT.  SUSAN  H,  NASHVILLE 

♦ BUCHANAN  JK,  ROBT  NORMAN,  NASHVILLt 
BUCHANAN,  RICHARD  OURR,  NASHVILLt 
8UCKSPAN,  GLENN  S,  NASHVILLt 
BUENO,  PtUBEN  A,  NASHVILLE 

♦ 8URD,  JDS  G,  NASHVILLE 
BURKHALTEK,  MICHAEL  TERRY,  NASHVILLF 
BURKS.  HELEN  C,  H E NO t R SON  V I L L F 
BURNES.  JAMES  EDMOND,  MADISUN 
BURNETT,  LUNNIE  S,  NASHVILLt 
BURNS,  GERALD  ROBT,  NASHVILLE 

BURP,  ROBERT  t,  NASHVILLt 
HURRUS,  GEO  KURT,  NASHVILLE 
BURRUS,  ROGER  RYKON,  NASHVILLE 

- BUTTERFIELD,  MARY  JANE,  NASHVILLt 
BYRD  III,  BENJAMIN  E,  NASHVILLt 
BYRD  JR,  BENJ  F,  NASHVILLE 
CAOENA-CUCTA , GUILLFRHO,  NASHVILLE 
CALDwtLL  JR,  BENJ  H,  NASHVILLt 
CALHOUN,  CALVIN  LEE,  NASHVILLE 
CALLAwAY,  JAMFS  J,  NASHVILLL 
CALLAWAY,  MICHAEL  QFNNEY,  NASHVILLE 
CALLAWAY,  THOMAS  HAILE,  NASHVILLt 
CAMPRELL,  SUSAN  B,  NASHVILLt 
CAMPBELL,  THOMAS  W,  NASHVILLt 
CAMPBELL,  w BARTON,  NASHVILLE 
CANALE  JR,  nANIFL  D,  NASHVILLE 
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♦ CANNON  II,  RICHARD  0,  NASHVILLE 
CANNON  JR,  CHARLES  GRADY,  NASHVILLE 
CAPLE  SP,  PHILLIP  M,  NASHVILLE 

♦ CARD,  WM  JUDSON,  “ADI  SON 
CAROWELL,  MICHAEL  S,  BRENTWUOD 
CARLSEN,  ANDREW  B,  NASHVILLE 
CARLSON,  BRIAN  RICHARD,  MT  JULIET 
CARLSON,  RICHARO  EUGENE,  MADISON 
CARNEY  JR,  SAP  W,  MADISON 
CARPENTER  JR,  GEO  KENYON,  NASHVILLE 
CARROLL,  FRANK  E,  NASHVILLE 
CARTER,  JEFFREY  B,  NASHVILLE 

♦ CARTER,  OSCAR  WILLIS,  NASHVILLE 
CARTWRIGHT,  PETE  S,  NASHVILLE 
CASSELL,  NORMAN  N,  NASHVILLE 
CASTELNUOVO  — T EOESCO,  P,  NASHVILLE 
CATE,  RONALD  C,  NASHVILLE 

CATO,  JAMES  ROBERT,  NASHVILLE 

♦ CAYCE,  LEE  F,  NASHVILLE 

♦ CAZORT,  RALPH  J,  NASHVILLE 
CHALFANT,  ROB  T L,  NASHVILLE 
CHAMBERS,  JILL  r,  NASHVILLE 
CHANEY,  NANCY  ELIZABETH,  NASHVILLE 
CHANG,  PONG  MOON,  NASHVILLE 
CHANNA8ASAPPA,  KUOIHALLI  P,  MADISON 
CHAPMAN,  JOHN  FDMON , NASHVILLE 
CHAZEN,  ERIC  MARTIN,  NASHVILLE 

CHE  I J , ABRAHAM  PACHA,  NASHVILLE 
CHISOLM  JR,  JOE  M,  NASHVILLE 
CHRISTENBERRY,  ROBERT  H,  NASHVILLE 
CLARK,  JOHN  ROGER.  BRENTWOOD 
CLARK,  WM  MC  LEAN,  NASHVILLE 
CLASSEN,  JEANNINE  ARCHER,  MADISON 
CLASSEN,  KENNETH  LEON,  MADISON 
CLINTON,  MARY  E,  NASHVILLE 
CLOSE,  LOUIS  WARD,  NASHVILLE 

♦ COBB  JR,  CULLY  A,  NASHVILLE 
COCHRAN,  KOBT  TAYLOR,  NASHVILLE 
COHEN,  ALAN  GARY,  NASHVILLE 
COKER,  WESLEY  LOUIS,  NASHVILLE 
COLES  III,  JUHN  H,  NASHVILLE 
COLLINS,  ROBERT  S,  MADISON 
CONNOR,  DAN  E,  NASHVILLE 
CONRAD,  JAMES  FRANCIS,  NASHVILLE 
COOKE,  GEU  EOWARO,  NASHVILLE 
COOPER,  ROBERT  S,  NASHVILLE 
COOPWOOO,  WM  EUGENE,  MAOISON 
COPELAND,  SAGE  KINNEY,  NASHVILLE 
CORBIN  JR,  CHARLES.  NASHVILLE 
CORNEY,  RUBT  TYLER,  NASHVILLE 

♦ COTHREN,  EREOEREC  B,  CHATTANOOGA 
COTHREN,  JACKSON  OANL,  NASHVILLE 
COTTON  JR,  ROBERT  BELL,  NASHVILLE 
COUCH  JR,  ORRIE  A,  NASHVILLE 
COUDEN,  VINCENT  ROBT , NASHVILLE 
COULAM,  CRAIG  M,  NASHVILLE 

- COUSSENS,  OAVIO  M,  NASHVILLE 
COWDEN,  CHAS  MARSHALL,  HEN  OF R SO N V I LL E 

♦ COWDEN,  FREDERIC  EUGENE,  NASHVILLE 
CRAFT,  LISA  T,  NASHVILLE 
CRAFTON,  GEO  B,  NASHVILLE 

CRANE,  JOS  MICHAEL,  MADISON 

♦ CRANE,  PAUL  SHIELDS,  NASHVILLE 
CRENSHAW,  RANOALL  W,  NASHVILLE 
CRENSHAW,  WM  BRYANT,  NASHVILLE 
CROOK,  ANGUS  M G,  NASHVILLE 
CROOK,  JERRALL  PAUL,  NASHVILLE 
CRUMBC , DONALD  S,  NASHVILLE 

- CULLOM  JR,  R DOUGLAS,  ARCADIA,  FL 
CUSHMAN,  ARTHUR  ROBT,  MAOISON 

♦ OALE,  ANDREW,  NASHVILLE 
OALTON,  JOHN  CHARLES,  NASHVILLE 
OANIELL,  JAMES  F,  NASHVILLE 
DAO,  ANH  HUU,  NASHVILLE 

♦ DARBY,  WM  JEFFERSON,  NASHVILLE 
DASH,  LAMARR  A,  BRENTWOOD 
DAUGHERTY,  PHILIP  V,  NASHVILLE 
DAVIS  JR,  THOS  JOEL,  NASHVILLE 
DAVIS,  BEN  WELOON,  NASHVILLE 
DAVIS,  CARLA  SUZANNF  M,  NASHVILLE 

♦ OAVIS,  EVELYN  J,  BRENTWOOD 
DAVIS,  GEO  WM,  NASHVILLE 
DAVIS,  IVAN  R,  NASHVILLE 
DAVIS,  J LUCIAN,  NASHVILLE 

♦ OAVIS,  MICHAEL  OAVIO,  NASHVILLE 
DAVIS,  RICHARD  JOHN,  NASHVILLE 

♦ OAVIS,  THEODORE  W,  NASHVILLE 
DAVIS,  WM  GRAY,  MADISON 

OE  BLANC  JR,  HAROLD  J,  NASHVILLE 
OEASON,  DEBORAH  R,  NASHVILLE 
OECKER,  MICHAEL  DONAHUE,  NASHVILLE 
DELOZIER,  JAN  STALLINGS,  NASHVILLE 
DELVAUX  JR,  THOS  C.  NASHVILLE 
DENNISON  JR,  HAROLD  CLAY,  NASHVILLE 
DILLARD  JR,  S A ML  HENRY,  NASHVILLE 
DIMITROV,  EVA  AGNES,  NASHVILLE 
DITTUS,  JANET  L,  NASHVILLE 
DIXON  JR,  JOHN  H,  NASHVILLE 
DIXON,  BRYCE  WILLIA",  NASHVILLE 
DO AK , WM  MELVILLE,  UONELSON 
OODD,  ROBERT  T,  NASHVILLE 
DONNELL,  MARK  L,  MADISON 
OOPP,  ALAN  C,  NASHVILLE 

- OOSMANN,  MARK  ALLEN,  NASHVILLE 

♦ OOSS,  W GORDON,  HENDERSONVILLE 
DOSTER  JR,  ROBERT  T,  NASHVILLE 

♦ OOUGLASS,  HENRY  L,  NASHVILLE 
DOWDY,  SUZANNE,  NASHVILLE 
DOWNEY,  WM  LEE,  NASHVILLE 

♦ DOWNS,  HOWARD  S,  HENDERSONVILLE 
DOYLE,  DEBORAH  R,  NASHVILLE 


DOYNE,  MARK  ALAN,  NASHVILLE 
DOZIER  JR,  J EMMETT,  NASHVILLE 
DRIVER  JR,  L ROWE.  NASHVILLE 
OUBUISSON,  RAY  L,  NASHVILLE 
OUDLEY,  B STEPHEN,  NASHVILLE 
DUFFY,  KAREN  BARR,  MADISON 
DUNBAR,  LAURA  L,  NASHVILLE 
DUNCAN,  GARY  WM,  NASHVILLE 
DUNCAN,  GEO  E,  NASHVILLE 
OUNCAN,  THOMAS  C,  NASHVILLE 
DUNOON,  MARY  CATHERINE,  MADISON 
DUNKERLEY  JR,  ROBT  C,  NASHVILLE 
DUNN,  GEO  OEwEY,  NASHVILLE 
DUTTON,  wM  PATTERSON,  NASHVILLE 

OYER,  CAVIO  N,  NASHVILLE 
DYER,  ERIC  L,  NASHVILLE 
0 ANGELO,  MARC  SCOTT,  NASHVILLE 
EBERT,  MICHAEL  H,  NASHVILLE 
ECKSTEIN,  CHARLES  w,  NASHVILLE 
EDGAR  SR,  ANDREW  S,  NASHVILLE 
EDWARDS  JR,  WILLIA"  H,  NASHVILLE 
EDWARDS,  DAVID  L,  NASHVILLE 
EDWARDS,  DORAN  DEVON,  MADISON 

EDWARDS,  JOE  "ICHAEL,  NASHVILLE 

EDWARDS,  KOBT  HARVEY,  NASHVILLE 

EDWARDS,  WM  H,  NASHVILLE 
ELAM  III,  ROY  OSCAR,  NASHVILLE 
ELAM,  LLOYD  CHAS,  NASHVILLE 
ELLIOTT,  JA-ES  H,  NASHVILLF 
ELLIS,  OARREL  L,  NASHVILLE 

♦ ELLIS,  JAMES  R,  NASHVILLE 
ELLIS,  MICHAEL  C,  MAOISON 
ELROO,  BURTON  F,  NASHVILLE 
ELSON,  MELVIN  LESLIE,  NASHVILLE 
EMAMI,  ALI,  NASHVILLE 
EMERSON,  CLIFTON  w,  NASHVILLE 
EMERSON,  EDWIN  BUYETTE,  NASHVILLE 
ENTMAN,  STEPHEN  S,  NASHVILLE 

- ERMAN,  RUSS  D,  NASHVILLE 
ERYASA,  YILMAZ,  NASHVILLE 
ESCOBAR,  ALFONSO,  NASHVILLE 
ESKINL,  IRWIN  BERNARD,  NASHVILLE 
ESKIND.  JEFFERY  BEIN,  NASHVILLE 
ESKINO,  STEVEN  J,  NASHVILLE 
ESTES.  ROBERT  L,  NASHVILLE 
EVANS,  HILLIS  FLURFN,  MADISON 
EwFRS,  F WILLIAM,  NASHVILLE 

* EYLER,  DON  L,  SALEM,  AL 
EZELL.  MEREDITH  A,  NASHVILLE 
EZELL,  ROY  CLAY,  NASHVILLE 
FAREk,  ROBT  BRANCH,  NASHVILLE 
FAKHKUDOIN,  A K m,  GCODLETTSV ILLE 

* FALK,  LESLIE  ALLIN A,  NASHVILLE 
FARRAR,  THO-AS  CRUWELL,  NASHVILLE 
FARRAR,  WM  TAYLOR.  NASHVILLE 
FARRINGER  JR,  JOHN  LEE,  NASHVILLE 
FAULK  JR,  WALLACt  H,  NASHVILLF 
FAULKNER,  CHAS  TavLOk,  NASHVILLE 

- FAULKNER,  LEE  A,  NASHVILLE 
FAWCETT,  KENNETH  JAMfcS,  NASHVILLE 
FELCH,  JAMFS  M.  FRANKLIN 
FELDMAN,  RICHARD  WARREN,  NASHVILLE 
FELTS,  PHILIP  W,  NASHVILLE 
FELTS,  STEPHEN  KAREY,  HERITAGE 
FEMAN,  STEPHEN  S,  NASHVILLE 
FENICHEL,  GERALD  M F R V IN,  NASHVILLF 
FERGUSON,  HAROLD  AUSTIN1,  NASHVILLE 

♦ EESSEY,  RAY  0.  NASHVILLE 
FIELDS,  JAMES  P,  NASHVILLE 
FIELOS,  JOHN  PERSHING,  NASHVILLE 
FINCH,  WILLIAM  TYREE,  NASHVILLE 
FINKF,  FREDERICK  LEROY,  NASHVILLE 
EISHBEIN,  JOS  H,  NASHVILLE 
FISHER,  PENJ,  NASHVILLE 

FISHER,  JACK,  NASHVILLE 

» FISHER,  LAURA  M,  NASHVILLE 

FLEET  JR,  WILLIAM  f , G OOCL E I T S V I L L E 
FLEISCHER,  ARTHUR  C,  NASHVILLE 
FLEMING  JR,  JAMES  H,  NASHVILLE 
FLEMING  JK.  ROSS,  NASHVILLE 
FLEMING,  PHILIP  EOWAkD.  NASHVILLE 
FLETCHER,  JOHN  RAYMOND,  NASHVILLE 
FLETCHER,  SUZANNE  M,  MADISON 
FLEXNER,  JUHN  MORRIS,  NASHVILLE 
FOLEY,  GEKALU  J,  WHITE  BLUFF 
FOREMAN,  HOWAKO  R,  NASHVILLE 
FORSYTH,  G PAUL,  NASHVILLE 
FOSTER,  HENRY  WENDELL,  NASHVILLE 

* FOSTER,  JOHN  H,  NASHVILLE 
FOSTER,  NELSUN  RAT,  FRANKLIN 
FOWINKLF,  EUGENE  WESLEY,  NASHVILLE 

* FOWLER,  SAML  B,  NASHVILLE 
FRANCIS.  KOBT  STANLEY,  NASHVILLE 
FRANKLIN,  JERKY  M,  NASHVILLE 
FREOERIKSEN,  KANO  TERRELL,  NASHVILLE 
FREEMAN,  RUFUS  JACK,  NASHVILLE 
FRENCHMAN,  KHUSHRU  H,  HENDERSONVILLE 
FREY,  WALTER  w I LL I S , NASHVILLF 
FRIODELL,  THOS  JA“ES,  NASHVILLF 
FRIESINCER,  GOTTLIEB  C,  NASHVILLE 
FRIST  JP,  JOHN  C,  NASHVILLE 

FRIST,  ROBT  ARMISTEAD,  NASHVILLE 

♦ FRIST,  THOS  F,  NASHVILLE 

FRIST,  WILLIAM  HARRISON,  NASHVILLE 
FURMAN,  JUHN  ROBERT,  MAOISON 
GAINES,  OONALO  LEE,  NASHVILLE 

♦ GANT,  JULIAN  C,  LOMA  LINDA,  CA 

♦ GARONER,  CHAS  KURTIN,  NASHVILLE 
GARMAN,  RICHARO  W,  BRENTWOOD 
GAROVICH,  MICHAEL  C,  NASHVILLE 

* GARRETT,  SAM  YOUNG,  NASHVILLE 


GASKINS,  FAY  M,  NASHVILLE 
GASTON  JR,  ROBERT  B,  NASHVILLE 
GASTON,  RUBT  B,  OONF.LSON 
GAVIGAN,  wM  MITCHEL,  NASHVILLE 
GAW,  DAVID  WISDOM,  NASHVILLE 
GEDOIE,  OANL  CLARK,  NASHVILLE 
GENCA,  E RUL  , NASHVILLE 
GENTILE,  DOUGLAS  A,  NASHVILLE 
GENTRY,  HAROLU  LEEFEL,  MACISUN 

* GESSLER,  CARL  NEwTQN,  NASHVILLE 
GhOSH,  SUOHIR  C,  BRENTWUOO 
GIBSON,  JOHN  RAGAN,  NASHVILLE 
GIBSON,  RICHARO  L,  NASHVILLE 
GILL,  CHAS  MC  CLELLANO,  NASHVILLE 

- GILLIAM,  DAVID  MARK,  NASHVILLE 
G I L "E  R , RON  AL  0 K,  NASHVILLE 

- GIVENS,  TIMOTHY  G,  CINCINNATI,  OH 
GLASCOCK,  FRANK  B,  NASHVILLE 
GLASSCOCK,  MICHAEL  E,  NASHVILLE 
CLASSFORD  JR,  DAVID  M,  NASHVILLE 
GLAZEk,  MARK  D,  NASHVILLE 
GLICK,  ALAN  DOUGLAS,  NASHVILLE 

* GLOVER  JR,  JOHN  P,  NASHVILLE 
GLUCK  JR,  FRANCIS  W,  NASHVILLF 

* GO  P B E LL  JR,  WALTER  G,  NASHVILLE 
GOLONEK  JR,  FREO,  NASHVILLE 

* GOMEZ,  PAUL  CHAS,  NASHVILLE 
GOODMAN,  BRUCE  RANDOLPH,  NASHVILLE 
GOODMAN,  wILLIA-  M,  MAOISON 

GORE,  JOHNNY  ELMU,  ANTIUCH 
GORSTEIN,  FREO,  NASHVILLE 
GOWDA,  HlKANYA  C K,  NASHVILLE 
GRABER,  ALAN  LEE,  NASHVILLF 
GRAHAM  JR,  LOUIS  S.  NASHVILLE 
GRAHAM  JR,  ROBERT  P,  NASHVILLE 
GRAHAM,  THOMAS  P,  NASHVILLE 
GRANDA,  ANTONIO  “ECARUO.  NASHVILLE 
GRANT,  BURTON  PAINE,  NASHVILLE 
GRAVES  JP,  hEKSCHEL  A,  NASHVILLE 
GRAY,  GEORGE  F,  NASHVILLE 
GRAY,  RCLANO  WILLIAM,  NASHVILLF 
GRECO,  FRANK  ANTHONY,  NASHVILLE 
GREEN  JR,  PAUL  A,  NASHVILLE 
GREEN,  FDMON  LEE,  NASHVILLE 
GREEN,  JAMES  OONALO,  NASHVILLE 

- GRREN,  KELLI  C,  NASHVILLE 

* GREFN,  LOUIS  0.  BRENTWOOD 
green,  neil  edward,  nashville 

GREFNeAUM,  Ralph  MARTIN,  NASHVILLE 
GRFENE,  HARRY  LEE,  NASHVILLE 
GRFFNE,  JOHN  w,  NASHVILLE 

grefr  jr,  Clifton  e,  nashville 

GREFk,  JOHN  PtTTKY,  NASHVILLE 
GREGG,  CLARK  R,  NASHVILLt 
GRFGG,  SUSAN  BRITIINGHAM,  NASHVILLE 
GREGORY  II,  JA-ES  P,  NASHVILLE 
GREGORY  JR,  MARVIN  GEEK,  NASHVILLE 
GREGORY,  DAVID  WILSON,  NASHVILLE 
GRFMILLION  Jk , DANIEL  E,  NASHVILLE 
GRIFFIN,  JOHN  JOS,  NASHVILLE 
GRINOE.  STEPHEN  t.  NASHVILLE 
GKINER,  WINSTON  H,  NASHVILLE 
GRISCOM,  JOHN  HOOPER,  NASHVILLE 
GROOS,  ERICH  BRYAN,  NASHVILLE 

* GROSSMAN,  LAURENCE  A,  NASHVILLF 

* GROSSMAN,  MILTON,  NASHVILLE 
GROVE,  R BAkRY,  BRENT  w 0 0 C 
GROWOON  Jk,  JAMES  HAROLD,  NASHVILLE 
GUILLER-IN,  JUHN  PHILIP,  HEkMITAGE 
GUNN,  MICHAEL  G.  NASHVILLF 
GURLEY,  LARRY  0,  NASHVILLE 

GUTOw,  CARY  SA»L,  NASHVILLE 
GUTOw,  RICHARD  FINEMAN,  NASHVILLE 
HAGAN,  GEU  BRYANT,  MAOISUN 
HAGAN,  KEITH  w,  NASHVILLE 
HAGAN,  KEVIN  E.  NASHVILLE 

* HAINES  JR,  CHAS  EDGAR,  NASHVILLE 
HAINSWORTH,  JOHN  D.  NASHVILLt 
HALFY  JR,  ROBT  LtO,  MAOISON 

HALL  JR,  WALLACE  HOWARD,  NASHVILLE 
HALL,  HUGH  DAVID,  NASHVILLE 
HALTUM,  THOS  BRANSON,  NASHVILLF 
HAMBFRG,  MARCtLLt  ROBT,  NASHVILLt 
HAMBURGER,  NOR “AN  J,  BRtNTWUOO 
HAMILTON,  CHAS  M,  NASHVILLE 
HAMILTON,  JAMES  RICHARD,  NASHVILLE 

* HAMILTON,  w«  M , NASHVILLE 
HAMMON  JR,  JOHN  w,  NASHVILLE 
HAMMONDS,  BUY  GLENN,  NASHVILLE 
HANDTF,  ROBERT  E,  BRENTwOOO 
HANES,  THO«AS  EUGENF,  MAOISON 

* HANSEN,  AXEL  CARL,  NASHVILLt 
HARDIN,  ROBT  ALLEN,  NASHVILLE 
HARRIS,  JACKSON,  NASHVILLE 
HARRIS,  JEFFREY  S.  NASHVILLt 
HARRIS,  PtRRY  FELTON,  NASHVILLE 
HART,  JAMtS  ROBERT,  BRENT  w 001) 
HARTMANN,  WM  HERMAN,  NASHVILLE 

* HARVEY,  ALEXANDER  EARLE,  NASHVILLE 
HARWELL  JR,  wM  BEASLEY,  NASHVILLE 

* HARWELL.  AUBREY  B,  NASHVILLE 
HASTIE,  JAMES  SUTTON,  GUUDLE T T S V I L Lt 
HASTY,  NORMAN  OONALO,  NASHVILLE 
HAWKINS,  ROWLAND  SPECK,  NASHVILLE 

* HAYES,  JAMES  T,  MAOISON 
HAYNES  Jk,  J BREVARD,  NASHVILLE 
HAYNES,  JAMES  HUGH,  NASHVILLE 

* HAYNIE,  H CAMPBELL,  FRANKLIN 
HAYS,  JAMtS  wM,  NASHVILLt 
HEFLIN,  A CLYDE,  NASHVILLE 
HEIM,  CRAIG  REED,  NASHVILLE 
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HELLER,  RICHARD  MOSS,  NASHVILLE 
HELME,  JAMES  8,  NASHVILLE 
HENDERSON,  JAMES  PORTER,  NASHVILLE 
HENDERSON,  ROBERT  R,  NASHVILLE 
HENRY,  OOUGLAS  C,  NASHVILLE 
HENSON,  ALAN  STUART,  MADISON 
HERRING  JR,  ROBERT  WILLIAM,  NASHVILLE 
HERRINGTON  JR,  JOHN  L,  NASHVILLE 

♦ HERZFELD,  JOHN  G,  NASHVILLE 
HESTER,  RAY  WILLIS,  NASHVILLE 

♦ HIBBETT  I'll,  BASYE  K,  NASHVILLF 
HIGH,  JAMES  MARSHALL,  MADISON 
HIGHTOWER,  OANL  RUSSELL,  NASHVILLE 
HILL,  DAVID  EDWIN,  NASHVILLE 
HILL,  WARREN  THOS,  MADISON 

HILL,  WM  HAROLD,  MADISON 

♦ HILLARD,  IRVING  RINGU,  NASHVILLE 
HILLS,  EDWARD  RUDOLPH,  NASHVILLE 
HINES,  STEPHEN  L,  NASHVILLF 
HINSON  JR,  JAMES  M,  NASHVILLE 
HIRSCH,  MARTIN  8,  NASHVILLE 
HIRSH8ERG,  CHAS  SNYDER,  NASHVILLE 
HITCHMAN,  JAMES  KENNETH,  NASHVILLE 
HOBDY , CHARLIE  JOE,  NASHVILLE 
HOLCOMB  JR,  GEO  w,  NASHVILLE 

♦ HOLLENDER,  MARC  HALE,  NASHVILLE 
HOLLIDAY,  HUGH  DOUGLAS,  NASHVILLE 
HOLLIFIELO,  JOHN  WARD,  NASHVILLE 
HOLMES  III,  GEO  LANDIS,  NASHVILLE 
HOLZEN,  THOMAS  W,  NASHVILLE 
HOOD,  ROB  REID,  NASHVILLE 

HOOS,  RICHARD  T,  NASHVILLE 
HORN,  R08T  GORDON,  NASHVILLE 
HOROWITZ,  DAVID  HARVEY,  NASHVILLE 
HORTON  JR,  FkEOERICK  T,  NASHVILLE 
HORTON,  BENNETT  FRANKLIN,  NASHVILLE 
HOUSTON,  MARK  CLARENCE,  NASHVILLE 

- HOUSTON,  SALLY  H,  NASHVILLE 

HOWELL  JR.  EVEPETTE  IRL,  NASHVILLE 
HOWERTON,  HENRY  CLAYTON,  NASHVILLE 
HSUEH,  YEKNG  TERNG,  NASHVILLE 
HUBER,  THOS  J.  MADISON 
HUDGINS,  JAMES  M,  HENDERSONVILLE 
HUFFMAN,  WILLIAM  R,  BRENTWOOD 
HUGGINS,  TERESA  G,  MURFREESBORO 
HUMPHREY,  STEPHEN  P,  MADISON 
HUMPHREYS,  JERRY  KAY,  MT  JULIET 
HUNT,  JFRRY  CHEEK,  MAOISON 
HURT,  JOS  EOWARO,  NASHVILLE 
HUSTON,  JOSEPH  W,  NASHVILLF 

♦ HUTTON  JR,  VERNON,  NASHVILLE 
HUTTON,  ROBERT  M,  NASHVILLE 
HYMAN,  STEVE  A,  NASHVILLE 

HYMFS,  JEFFREY  LAWRENCE,  NASHVILLF 
IKARD,  R OB  T WINSTON,  NASHVILLE 
ISENHOUR  JR,  ALBERT  P,  NASHVILLE 

♦ ISMAIL,  MOHAMMED,  NASHVILLE 

♦ I V I E , JOS  MC  KINNEY,  NASHVILLE 
JACKSON,  C GARY,  NASHVILLE 
JACKSON,  ROGER  THEODORF,  NASHVILLE 
JACOBS,  JOS  KENNETH,  NASHVILLF 
JAMES,  A EVERETTE,  NASHVILLE 
JAMIESON,  ROBERT  C,  NASHVILLE 
JARVIS,  DAVID  ALAN,  NASHVILLE 
JENNINGS,  HENRY  S,  NASHVILLE 
JEPKINS,  GARY  W,  NASHVILLE 
JERKINS,  TERRI  WOOO,  NASHVILLE 
JOHN  JR,  JAMES  THOS,  NASHVILLE 
JOHNSON  JR,  IRA  T,  NASHVILLE 
JOHNSON,  OAVIO  HORTON,  NASHVILLE 
JOHNSON,  HARRY  KEITH,  NASHVILLF 

♦ JOHNSON,  HOLLIS  EUGENE,  NASHVILLE 
JOHNSON,  JAMES  WM,  NASHVILLE 
JOHNSON,  JOHN  SETTLE,  NASHVILLF 
JOHNSON,  PAUL  ALFRED,  NASHVILLE 
JOHNSON,  ROBT  MARSHALL,  NASHVILLE 
JOHNSTON,  CHAMBLESS  RAND,  NASHVILLF 
JOHNSTON,  ROBT  K,  NASHVILLF 
JOHNSTON,  WILLIAM  D,  NASHVILLE 
JONES  III,  HOWARD  w , NASHVILLE 
JONES  JR,  ORRIN  LESTER,  NASHVILLE 
JONES,  BRUCE  E,  NASHVILLE 

JONES,  DAVID  NANDO,  NASHVILLE 
JONES.  DAVID  SCOTT,  NASHVILLE 
JONES,  EDMUND  PALMER,  NASHVILLE 
JONES,  FRANK  EMERSON,  NASHVILLF 
JONES,  JOHN  DONALD,  NASHVILLE 
JONES,  PHILLIP  R,  NASHVILLE 

♦ JORDAN,  THOS  MALONE,  NASHVILLE 
JULIAO,  SAUL  A,  NASHVILLE 
JUSTICE  JR,  PAUL  ANDREW,  NASHVILLE 
KAISER,  ALLEN  B,  NASHVILLE 
KAMBAM,  JAYAKUMAR  REDDY,  NASHVILLE 
KAMINSKI,  MICHAEL  JAMES,  NASHVILLE 

♦ KAMPMEIER,  RUOOLPH  H,  NASHVILLF 
KAPLAN,  HERMAN  JACOB,  NASHVILLE 
KAPLAN,  PETER  ROBT,  NASHVILLE 
KARZON,  DAVID  THEODORE,  NASHVILLE 
KASSELBERG,  ALFRED  GUY,  NASHVILLE 
KAY,  JENNIFER  L,  NASHVILLE 
KAYE,  JEREMY  JON,  NASHVILLE 
KEANE,  WM  SHERMAN,  NASHVILLE 
KEMMERLY,  PAUL  COURTLAND,  NASHVILLE 

♦ KENDALL,  CYRUS  ERVE,  HENDERSONVILLE 

♦ KENNEDY,  J ALLEN,  NASHVILLE 
KENNER  III,  WM  DAVIS,  NASHVILLE 

♦ KENNON  JR,  WM  GILLIAM,  NASHVILLE 
KEOWN,  MARY  ELIZABETH,  NASHVILLE 
KEYSER  III,  JOHN  EDWARD,  NASHVILLE 
KHAN,  QAMAR  AL I , NASHVILLE 
KILLMAN,  KATHRYN  R,  NASHVILLE 


KILROY,  ANTHONY  WALDO,  NASHVILLI 

- KIM,  ALEX  H,  NASHVILLE 

K1MBRELL  JR,  FRED  TAYLOR,  DONELSON 
KINCAIO,  ROBERT  SAMUEL,  FRANKLIN 
KING  JR,  LLOYD  E,  NASHVILLE 
KINNARO,  JOHN  PAKKES,  NASHVILLE 
KINNEY,  STEVLN  R,  NASHVILLE 
KIRBY,  LUWRY  DALE,  NASHVILLE 
KIRCHNER  JR,  FREDERICK  K,  NASHVILLE 
KIRCHNFR,  SANURA  LYNNE  G,  NASHVILLF 
KIRSHNER,  HOWARD  S,  NASHVILLE 
KLING  JR,  RALPH  R,  NASHVILLF 
KOCH,  -ICHAEL  0,  NASHVILLE 
KOCHTITZKY,  OTTO  M,  NASHVILLE 
KOENIG,  LEONARD  J,  NASHVILLE 
KOOMEN,  JOHN  L,  NASHVILLE 
KOURANY,  RONALD  FREDERIC,  NASHVILLF 

♦ KRAMER,  LtE  E,  GO DOLE  TTSV ILLE 
KRONFNHERU,  MARVIN  W , NASHVILLF 
KUZUR,  MICHEL  ELIAS,  NASHVILLF 
KYCER,  KENT,  NASHVILLE 

♦ LA  VOI,  S A ML  JOS,  NASHVILLE 
LAOO,  JAMES  DUNCAN,  NASHVILLF 

- LAGRUNF , ROBERT  P,  NASHVILLE 
LAMB,  JOHN  WM,  NASHVILLE 

♦ LAMP,  ROLAND  0,  NASHVILLE 
LAMBALLE,  ADRIAN  K,  NASHVILLE 
LAMBERT,  FRANK  HAYDEN,  NASHVILLE 
LANDMAN,  JEFFREY  A.  MADISON 

- LAROCCA,  CHRISTINE  D,  NASHVILLF 
LATOUR,  DANA  L,  FRANKLIN 
LATOUR,  PAUL  A,  NASHVILLE 
LAUGHLIN,  LAWKFNCE  PAUL,  NASHVILLF 
LAVFLY  JR,  HORACF  T,  NASHVILLF 

♦ LAWRENCE  JR,  GRANVILLE  A,  NASHVILLE 
LAWS,  KENNETH  HOWARD,  NASHVILLE 
LAWSON,  ALBERT  ROBT,  MURFREESBORO 
LE  QUIRE,  VIkoIL  S,  NASHVILLE 

LEA  IV,  JOHN  W.  NASHVILLE 
LEA,  LLARK  D,  NASHVILLE 
LECORPS,  PATRICK  J,  FRANKLIN 
LEDPETTFR,  wlLLIAM  HENRY,  NASHVILLF 

lee,  David  Granville,  nashvillf 

LFEPER,  HOWARD  B,  BRENT  wOCD 
LEFKL'WITZ,  LEWIS  B,  NASHVILLE 
LEFTwICH,  RUSSELL  B,  NASHVILLF 
LENTZ,  JOS  FRANCIS,  NASHVILLE 
LEONARD,  JOHN  MARTIN,  NASHVILLE 
LESTER,  JAMES  PEYTON,  NASHVILLE 
LEVITT,  MICHAEL  J,  NASHVILLE 
LEWIS,  MALCOLM  R,  NASHVILLE 

♦ LIOOLE,  GRANT  WINDER,  NASHVILLF 
LIGHT,  RICHARD  T,  NASHVILLE 
LILLY,  EDwIN  JACOB,  NAShVlLLE 
LIMHIRO,  T H O M A S J,  NASHVILLE 
LINK,  JOHN  LUUIS.  NASHVILLE 
LINN,  JOANNE  LOVELL,  NASHVILLF 
LINN,  ROBT  J,  NASHVILLE 

LIPSCOMB  JR,  ALBERT  BRANT,  NASHVILLE 
LIPSCCMB,  ALBtRT  BRANT,  NASHVILLE 
LISELLA,  RICHARD  SCOTT,  N A SHV I LLt 
LITTLE,  JAMES  P,  CEDAR  HILL 
LLOYD,  KENNETH  MICFFAEL,  NASHVILLE 
LOnEN,  JAMES  POPE,  NASHVILLE 
LONG,  RUTH  BARRON,  NASHVILLE 
LONG,  WM  ROYSTON,  NASHVILLE 

- LOPATINE,  STEVEN  M,  NASHVILLE 
LOVELACE,  DONALD  RAY,  NASHVILLF 
LOVEN,  KEITH  H,  NASHVILLE 
LOVVORN  JK,  HAROLD  N.  NASHVILLE 

- LOWERY  III,  OUUGLAS  M,  ST  PETERSBURG,  EL 
LUBDW,  LAWRENCE  D,  NASHVILLE 

LUNDIK,  LINDA  S,  NASHVILLE 

♦ LYLE,  PHILIP  LEWIS,  NASHVILLE 
LYNCH,  JOHN  BROWN,  NASHVILLE 
MAC  I UN  AS,  R 0 B t R T J,  NASHVILLE 
MACMILLAN  JR,  CHAS  W,  NASHVILLE 
MACMILLAN,  ROBT  OUNCAN,  NASHVILLE 
MADDEN  JR,  JAMES  JDS,  PRE  NT  WOOD 
MAGEE,  MICHAEL  J,  NASHVILLE 
MAGPANTAY,  EDHUNDO  D,  MT  JULIET 

♦ MAGRUDER,  ROBT  HERMAN,  OLD  HICKORY 
MALLARD,  KOBT  ELwOOD,  NASHVILLE 
MANALAC  SK,  ABELAKDO  Z,  MT  JULIET 
MANNING,  DEBORAH  A,  NASHVILLE 
MARNEY,  SAMUEL  ROwE,  NASHVILLF 
MARTIN  III,  RAYMUNO  S,  NASHVILLE 
MARTINEZ,  ERLINDA  A,  NASHVILLE 
MARTINEZ,  ROGELIO  R,  NASHVILLF 
MASON,  THUS  EMMETT,  NASHVILLE 
MASSIE,  RALPH  W,  NASHVILLE 
MAXWELL,  G PATRICK,  NASHVILLE 

♦ MAYER,  JAMES  A,  NASHVILLE 

♦ MAYES,  BEN  RICHARDSON,  NASHVILLE 
MAYES,  CHAS  EUGENE,  NASHVILLE 
MCALISTER,  AILEEN  HOOD,  NASHVILLE 
MCCALL,  HERBERT  TRAVIS,  MAOISON 
MCCLELLAN,  ROBERT  E,  NASHVILLF 
MCCLELLAN,  ROBERT  TRIGG,  NASHVILLE 
MCCOMBS,  PAUL  RAYMOND,  NASHVILLE 
MCCONNELL,  CUNN  M,  MADISON 

♦ MCCRACKEN,  ROBERT  LAZEAR,  NASHVILLE 
MCDONALD,  EOWARO  C.  NASHVILLE 
NCOOUCAL,  WILLIAM  S.  NASHVILLE 
MCFERRIN,  JAMES  R,  NASHVILLE 
MCGEHEE,  JAMES  HARTLEY,  NASHVILLE 
MDGINLEY,  JAMES  HENRY,  NASHVILLE 
MCGINNIS,  CHARLES  W,  NASHVILLE 
MCGREH,  WALLACE,  NASHVILLE 

MCI NN IS,  JOHN  CAMERON,  NASHVILLE 
MCKAY,  CHARLES  E,  NASHVILLE 


MCKEE,  OAVID  tARL,  MADISON 
MCKENNA,  SAMUEL  JAY,  NASHVILLE 
MCLEOD,  ALFXANDEK  C,  NASHVILLE 
"CMAHAN,  JOHN  WELLINGTON,  NASHVILLE 
MCMURRAY,  M CHARLES,  NASHVILLE 
MCMURTRY,  CECIL  E,  MAOISON 
HCNABH,  PAUL  CARTER,  NASHVILLE 
MCPHERSON,  EWING  WILLIAM,  NASHVILLE 
MCPHERSON,  WARREN  F,  NASHVILLF 
MCQUEEN,  SAMUEL,  HERMITAGE 
MCRAE,  JOHN  kADEORO,  NASHVILLE 
MEAD HAM,  PATRICK  W , NASHVILLE 
MEACHAM,  a M EELANO,  NASHVILLE 
MEADOR,  CL  I F T UN  K,  NASHVILLE 
MEADORS,  MICHAEL  H,  NASHVILLE 
MELKIN,  STEPHEN  PELLAK,  NASHVILLE 
MENDOZA,  DANIEL,  HENDERSONVILLE 
MENZIE,  JA“ES  w,  NASHVILLE 
MERRILL,  wALTtK  HILSON,  NOSHVILLt 
MERRITT  II,  CULLEN  R,  NASHVILLE 
METTS  III,  VERGIL  L,  MADISON 
"EVER  JR,  ALVIN  HENRY,  DUNELSON 
MICHAEL,  PAUL  R.  NASHVILLE 
MILEK,  MICHAtL  A.  NASHVILLE 
MILLER  JR,  JAMES  OLNEY,  MADISUN 
MILLER,  ANDREW  HERRON,  NASHVILLE 
MILLER,  BUNNIE  MEKSKY,  NASHVILLE 
MILLER,  DA  V I b STUART,  NASHVILLE 
MILLER,  JUE  M,  NASHVILLE 
MtlLFR,  JOHN  M , NASHVILLE 
MILLER,  LLOYO  C.  NASHVILLE 
MILLER,  MICHAtL  E,  NASFIVILLE 
MILLER,  MICHAEL  PeTER,  NASHVILLE 
MILLER,  THEODORE  T,  NASHVILLF 
MILLER.  THOMAS  B,  MADISUN 
MILLIS,  JAMtS  BROWN,  NASHVILLF 
MINCH,  F MICHAtL,  NASHVILLE 
MINTON,  LtF  KUY,  NASHVILLE 
MIRANCA,  FERNANDO  T,  NASHVILLE 
MITCHELL,  CAkL  EDWARD,  NASHVILLE 

CHARLES  AUSTIN,  NASHVILLE 


M I TCHF LL 1 
MITCHELL,  DOUGLAS  PAPR, 
m I TCHELL , EDwlN  HARRIS, 


NASHVILLE 

NASHVILLE 


MITCHELL,  LAkWY  M, 


NASHV ILLE 


MITCHCM,  ALBERT  JACKSON,  CLARKSVILLE 
MUDJtSKA,  GERALFJ  S,  NASHVILLE 
MO  C A N , THUS  FRANCIS,  H £ NC E R S UN  V I L L E 
MOLIN,  JOHN  A,  NASHVILLE 

* MONEY,  ROY  WILSON,  NASHVILLE 

- MONROE,  JAMIE  MARIA,  NASHVILLE 
MONT GO MERY,  DEBORAH  C,  NASHVILLE 
MONTGC"ERY,  .MARCIA  A,  NASHVILLF 
MUNTUURIS,  GEORGIA  0,  NASHVILLE 
MIICRE,  JAMES  N , NASHVILLE 
MURAN,  HOUSTUN.  NASHVILLE 
MORIHEAU,  V TUPPER,  NASHVILLE 

Morgan,  David  h,  nashville 
MURONEY,  DAVID  M , NASHVILLE 
MUKRIS  JR,  JOHN  A,  NASHVILLE 
MURTON  III,  CHARLES  E,  NASHVILLE 
MOULTON,  PATRICK  HOWARD,  NASHVILLE 
MOYERS,  JAMES  RICHARD,  NASHVILLE 
MULhERIN  JR,  JOS  LOUIS.  NASHVILLE 
MURRAY  JR,  RliBFRT  C,  NASHVILLE 

- MURRAY,  ELIZABETH  ANN,  NASHVILLE 

* MURRAY,  HENRY  OARnIN,  OLD  HICKORY 
N A C E , GARY  STEPHEN,  NASHVILLF 
NADEAU,  JOHN  HUGH,  NASHVILLE 
NAJJAR,  JENNIEER  LFF,  NASHVILLI 
NASH,  JAMES  L,  NASHVILLE 
NEAOFKTHAL,  ROBERT  LEE,  NASHVILLE 
NEBLETT  III,  WALLACE  »,  NASHVILLE 
NEFE,  BETTY  K,  NASHVILLE 
NELSON,  OUNKIn  ALTON,  NASHVILLE 
NELSON,  I ARMISTEAO,  NASHVILLF 
NELSON,  LO  REN  DOUGLAS,  NASHVILLE 
NEMEC,  DEwEY  G , NASHVILLE 
NtSPITT  JR,  THOMAS  E,  NASHVILLE 
NESBITT,  TOM  EDWARD.  NASHVILLF 

* NETSKY,  MARTIN  GEO,  NASHVILLE 
NETTERVILLE  JR,  JOHN  T,  BRENTWOOD 
NEUPAUER,  STEVEN  w,  NASHVILLE 
NEwSUMF  III,  H CLAY,  NASHVILLE 
NICHOLS,  DARYL  L,  NASHVILLF 
NIEOERMEYEK,  MICHAEL  t,  NASHVILLE 
NOEL  JR,  PHILIP  JORDAN,  NASHVILLE 

* NOEL,  OSCAR  E,  FRANKLIN 
NORRIS,  MARGARET  SWANN,  NASHVILLE 
NORTH,  K TIMOTHY,  MADISON 
NORTON,  CHAS  GLENN,  NASHVILLE 
NORTON,  DOUGLAS  EOWArC,  NASHVILLE 
NUNN,  PAULA  S,  NASHVILLE 
NYLANOER,  BARBARA  HARIKOP,  N ASHVILLE 
NYLANCER,  WILLIAM  ARTHUR,  NASHVILLE 
O'BRIEN,  KEVIN  MICHAEL,  MAOISON 
O'OAr,  DENIS  MICHAEL,  NASHVILLE 
DATES  , JUHN  ALEXANDER,  NASHVILLE 
OGLESBY,  JOHN  wlLLS.  NASHVILLF 
CLOHAM.  RICHARD  RANDOLPH,  NASHVILLF 
ULLAPALLY,  ELSIE  P,  MADISON 

OLSEN,  DOUGLAS  OlE , BRENT  WOOU 
OLSON,  BARBARA  JEAN,  NASHVILLF 
ONI,  AD EDAM OLA,  NASHVlLLE 
ORCUTT,  THOS  wM,  NASHVILLE 
OKLANC,  RICHARD  A,  NASHVILLE 
ORTH,  OAVIO  N,  NASHVILLE 
OSSnFE,  ROBERT  H,  NASHVILLE 

0 OVERALL,  JAMES  C,  NASHVILLE 

OVERFIELU,  RUNALU  EDWIN,  NASHVILLE 
OwEN,  ROBT  CARROLL,  NASHVILLE 
OwNREY,  RICHARD  PHILLIP,  NASHVILLE 
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P • POOL  JR,  OAVIO  BRUCE*  NASHVILLE 
PACE  JR*  HARRY  L,  NASHVILLE 
PAGE.  DAVIO  LEE,  NASHVILLE 
PALACIO  DEL  VALLE,  GUSTAVO,  NASHVILLE 
PANLILIO,  AOELISA,  NASHVILLE 
PARANJAPE,  YE  SHAwANT  B,  HERMITAGE 
PARDUE,  CHRIS  C,  NASHVILLE 
PARKER,  RUY  M,  NASHVILLE 
PARRIS,  WINSTON  CLIVE  VIC,  NASHVILLE 
PARRISH,  CAROLYN  M,  NASHVILLE 
PARRISH,  THOS  FRANKLIN,  NASHVILLE 
PARTAIN,  C LEON,  NASHVILLE 
PASIPANYUOA,  ALPHONSE,  NASHVILLE 

♦ PASS,  BERNARD  J,  NASHVILLE 
PATE,  JOHN  KIRBY,  NASHVILLE 
PATIKAS,  TAKIS,  NASHVILLE 
PATTEN,  W THOMAS,  MADISON 

♦ PATTERSON  JR,  ROBT  C,  NASHVILLE 
PATTERSON,  ARTHUR  KNUX,  NASHVILLE 
PATTERSON,  WARREN  R,  NASHVILLE 
PAYNE,  WILLIAM  FAXON,  NASHVILLE 
PEARSON,  JUHN  G,  NASHVILLE 
PECACHE,  CONCHITA  T,  MADISON 
PEERMAN  JR,  CHAS  G,  NASHVILLE 
PEFRY  JR,  CLARENCE  E,  NASHVILLE 
PENDERGRASS,  HENRY  P,  NASHVILLE 
PENLEY,  WILLIAM  CHARLES,  NASHVILLE 
PENNINGTON  JR,  JEFFERSON,  NASHVILLE 
PENNINGTON,  THOS  G,  NASHVILLE 
PERALES,  MARIA  ISABEL,  NASHVILLE 
PERALES,  PEURO  JUAN,  MADISON 
PERLER,  GEO  L,  NASHVILLE 
PERLMAN,  STEWART  NEAL,  NASHVILLt 
PERLMUTTER,  MARTIN  I,  NASHVILLF 
PERRY  JR,  FRANK  A,  NASHVILLE 
PERRY  JR,  JAMES  MURRAY,  NASHVILLE 
PERRY,  STEPHANIE  MORTON,  NASHVILLE 
PETERS,  JUHN  EDWARD,  NASHVILLE 
PETRACEK,  MICHAEL  RAY,  NASHVILLE 
PETRIE,  WILLIAM  M,  NASHVILLE 
PETTIT,  WM  ALBERT,  NASHVILLE 
PETTUS  JR,  ROBT  L,  MADISON 
PETTUS,  WILLIAM  HAROLD,  NASHVILLE 
PHYTHYON,  JAMES  MARTIN,  NASHVILLE 
PICKENS  JR,  DAVID  R,  NASHVILLE 
PIERCE  JR,  EDGAR  H,  NASHVILLE 
PIERCE,  ELIZABETH  P,  G OU OL E T T S V I L L E 
PIETSCH,  JOHN  B,  NASHVILLE 
PILKINTON,  ROBT  DALE,  MALISON 
PINCUS,  DIANE,  ANTIULH 

PINSON,  RICHARO  D,  NASHVILLE 
PINTO-CISNEROS,  SUCRATES,  SMYRNA 
PIPPIN,  MICHAEL  S,  NASHVILLE 

♦ PITTINGER,  CHAS  ri,  NASHVILLE 
PLONK,  JOHN  H,  MAOISON 

PO,  DIVINA  ONG  TAN,  HENDERSONVILLE 
PO,  GIOC  SING  TAN,  GOOOLETTSV ILLE 
POAG,  KENNETH  LESLIE,  NASHVILLE 

♦ POMEROY,  HOWARD  CLIFTON,  NASHVILLE 
PORCH  JR,  PHILLIP  P,  NASHVILLE 
PORCH,  PHILLIP  P,  NASHVILLE 
PORTER,  LESTER  L,  NASHVILLE 
POTANIN,  CONSTANTINE,  NASHVILLF 
POTTS,  JOHN  R,  NASHVILLE 

POTTS,  THUS  EDWARD,  NASHVILLE 
POWELL,  JACK  P,  NASHVILLE 
POWERS,  JAMES  S,  NASHVILLE 
PRAKASH,  ANUANI  SIOOAPPA,  NASHVILLF 
PRAKASH,  RUDKA,  BRENTWOOC 
PRESLEY,  RICHARD  ELDON,  NASHVILLE 
PRIBOR,  HUGH  C,  NASHVILLE 
PRICE,  ANN  HUTCHESON,  NASHVILLE 
PRICE,  JAMES  STERLING,  NASHVILLE 
PRICE,  JOHN  DUNCAN,  NASHVILLE 
PRIEST  II,  EDwAKU  M,  NASHVILLF 
QUIMBY  JR,  CHAS  WILLIS,  NASHVILLE 
QUINN,  ROBERT  S,  NASHVILLE 

♦ QUINN,  ROBT  w,  NASHVILLE 
QUISLING,  RICHARO  W,  NASHVILLE 
RAJASHEKARA I AH,  K M,  NASHVILLE 
RALPH  JR,  WM  BENNETT,  NASHVILLE 
RAMOS,  ANDRES  A,  NASHVILLE 
RAMSEY,  JAMES  ALBERT,  BRENT  WOOD 
RAMSEY,  LLOYD  H,  NASHVILLE 
REBEIRO,  EGBERT,  HENDERSONVILLE 
REDDICK,  EODIE  J,  BRENT  WOOD 
REDDY,  CHURKU  MOHAN,  NASHVILLE 
REES,  RILEY  S,  NASHVILLE 
REGAN,  JUDITH  J,  NASHVILLE 
REGEN  JR,  EUGENE  M,  NASHVILLE 
REMBERT,  FRANCIS  MARION,  NASHVILLE 
REMILLARD,  JOSEPH  H,  GALESBURG,  IL 
RENFRO,  ROY  JAMES,  NASHVILLE 
REYNOLDS,  VERNON  HARRY,  NASHVILLE 

♦ RHEA,  EOWARO  BULLOCK,  OLD  HICKORY 

♦ RIBEIRO,  LENOR  DE  SA,  NASHVILLE 
RICE,  JACK  0,  NASHVILLE 

♦ RICE,  JOHN  RALPH,  NASHVILLF 
RICE,  RONNIE  NEAL,  HE NOER SONV I LLE 
RICHARDS,  BRUCE  EARLE,  NASHVILLE 
RICHAROS,  JAMES  PAUL,  NASHVILLE 
RICHIE,  ROBT  EUGENE,  NASHVILLE 

♦ RICKETSON,  ROBT  A G,  NASHVILLE 

♦ RIDOELL,  DOUGLAS  H,  NASHVILLE 
RIES,  WILLIAM  RUSSELL,  NASHVILLE 
RIPLEY,  ROBERT  C,  NASHVILLE 

♦ RIPPY,  ELKIN  LANIER,  NASHVILLE 
RIVAS,  ALEJANDRO  A,  ULD  HICKORY 

♦ RIVEN,  S AML  S,  NASHVILLE 
ROBBINS  II,  LANSDON  B,  NASHVILLE 
ROBERTSON,  DAVID,  NASHVILLE 


ROBINETTE  JR,  CHARLES  L,  NASHVILLE 
ROBINSON  JR,  N OAVIO,  BRENTWOOD 
ROBINSON,  PATRICIA,  NASHVILLE 
ROBINSON,  ROSCOE  R,  NASHVILLE 
RODRIQUEZ,  R MICHAEL,  NASHVILLE 
ROGERS,  JUDSON  E,  NASHVILLE 
ROJAS-BRASSETTI , JORGE,  NASHVILLE 
rosen,  Barrett  frank,  nashville 

ROSEN,  HOWARD  E,  NASHVILLE 
ROSENBLATT,  PAUL  ALLEN,  NASHVILLE 
ROSENBLUM,  HOWARD  H,  NASHVILLE 
ROSENBLUM,  MARVIN  JONAS,  NASHVILLE 
ROSFNBLUM,  SOLOMON  A,  NASHVILLE 

♦ ROSFNFFLU,  LOUIS.  NASHVILLE 
ROSS,  JOSEPH  C,  NASH, ILLE 

♦ ROSS,  PEIRCE  M,  NASHVILLE 
ROWE,  DAVIO  M,  NASHVILLE 
ROY,  ROBT  M,  NASHVILLE 
RUARK,  DEBORAH  S,  HERMITAGE 
RUSSELL,  ROBERT  VANCE,  NASHVILLE 
RUTLEOGE,  SAML  BENTON,  NASHVILLE 
RYDEN,  FRED  WARD,  FRANKLIN 

RYU,  CHI  YOL,  “AUlSON 
SAOLER,  PORT  NEIL,  NASHVILLE 
SALCFOO,  PFPITO  YAPIT,  MADISON 
SALYER,  HOWARD  LEE,  NASHVILLE 
SAMPSON,  LOUIS,  NASHVILLE 
SANDERS  III,  UAN  SUMNER,  NASHVILLE 
SANDERS  JR,  DAN  SUMNER,  NASHVILLE 
SANDERS,  HARVEY  STANFORD,  NASHVILLE 
SANDERS,  MITCHELL  KEITH,  NASHVILLE 
SANDERS,  RICHARD  JAMES,  MAOISON 
SANDERS.  ROY,  NASHVILLE 
SANOIOGE,  PAULA  CONAwAY,  NASHVILLE 
SANES  JR,  GILTORE  «,  HENDERSONVILLE 
SANTI,  MICHAEL  THOMAS,  NASHVILLE 
sapratt,  maoison  h,  nashville 

SATOR,  INUCENTFS  A,  OLD  HICKURY 
SATTERFIELD,  ROBERT  G,  UUNELSON 
SAUNDERS,  CHARLES  E,  NASHVILLE 
SAWYERS,  JOHN  L,  NASHVILLE 
SAWYERS,  JULIA  EuwARDS,  NASHVILLE 

♦ SAYERS  JR,  JOSEPH  H,  NASHVILLE 
SCHAFFNER,  WILLIAM,  NASHVILLE 
SCHATZ,  MARY  L PULLIC,  NASHVILLE 
SCHILLIG,  STEPHFN,  NASHVILLt 
SCHNEIDER,  RICHARD  PAUL,  NASHVILLE 
SCHOETTLE,  TIMOTHY  P,  NASHVILLE 
SCHOLL,  LAWRENCE  U,  NASHVILLt 

S CHUL  MAN,  HERBERT  J,  NASHVILLE 
SCHULTENOVER , STEPHFN  JOHN,  NASHVILLt 
SCHULTFEISS,  DAVID  EARL,  NASHVILLE 
SCHWAHER,  MITCHELL  KEITH,  NASHVILLF 
SCHWARTZ,  JONATHAN  MARTIN,  NASHVILLt 
SCHWE  IKERT , JOHN  ROBT,  NASHVILLt 
SCHWE IKERT , NANCIt  R,  NASHVILLE 
SCOREY,  JUS  WILBURN,  MADISON 

♦ SCOTT  JP,  HENRY  wM,  NASHVILLt 

♦ SCOVILLF  JR,  ADDISON  B,  NASHVILLE 
SCOVILLE  JR,  CFOkGE  S,  NASHVILLt 
SEARS,  KENNETH  LEwIS,  NASHVILLt 

♦ SELL,  CHAS  GORDON  RENNICK,  NASHVILLE 

♦ SELL,  SARAH  HAMILTON  WOOD,  NASHVILLE 
StRCENT,  JOHN  STANLEY,  NAShVILLE 
St'SHUL,  MICHAcL  BOYD,  NASHVILLE 
SETTLE,  CHARLES  SIDNEY,  NASHVILLL 

St  WELL  , ROBT  ALVIN,  NASHVILLt 
SHACK,  ROBERT  BRUCE,  NASHVILLF 
SHACKLEFORD,  ELBcRT  C,  H t N Dt R S ON V I LL E 
SHAEF,  MAX  I,  NASHVILLE 
SHANKLE,  NELSUN  ECWAKC,  NASHVILLL 
SHARP,  KENNETH  w,  NASHVILLE 
SHARP,  VERNON  H,  NASHVILLE 
SHELL  JR,  WILLIAM  ALFRED,  NASHVILLE 
SHENAI,  J A Y AN  I P,  NASHVILLE 
SHERIDAN  JR,  WILLIAM  F,  NASHVILLt 
SHIAU,  WEN  T,  NASHVILLt 
SHIELCS,  JOHN  ALFRED,  NASHVILLE 
SHIVITZ,  IRA  A,  NASHVILLE 
SHMERLINC,  AbRAM  CARL,  NASHVILLE 
ShOULDERS  JR,  HARKISUN  H,  NASHVILLt 
SHULL  JR,  HARRISON  J,  NASHVILLE 

» SHULL,  HARRISON  J,  NASHVILLE 

♦ SHUPE,  DAVID  RALSTON  W,  NASHVILLt 
SIKES,  J GREGORY,  NASHVILLE 
SILREKT,  BURTCN,  NASHVILLE 

♦ SIMPKINS  SR,  THOS  E,  NASHVILLE 
SIMPSON,  LUCltN  CALDwtLL,  NASHVILLt 

♦ SI“S,  SCRMAN  Lt  MASTER,  APC,  NY 
SINGH,  ALVIN  R,  MURFREESBORO 

♦ SKINNEP.  WILLIAM,  PARAGUAY 
SLATON,  PAUL  ERNEST,  NASHVILLE 
SLONECKER,  WM  THOS,  BRENTWOOD 
SMEAO-POELLNI EZ,  SIEPMANIt,  NASHVILLE 
SMITH  JR,  GROVER  R,  NASHVILLE 
SMITH,  BRADLEY  EDGERTUN,  NASHVILLE 
SMITH,  BRUCE  M,  NASHVILLE 

SMITH,  CHARLES  RAY,  NASHVILLE 
SMITH,  CHAS  BURNETT,  NASHVILLE 
SMITH,  HAKOLO  PATTON,  NASHVILLE 
SMITH,  LANGOUN  G,  ANTIOCH 
SMITH,  LUTHER  EDWARD,  NASHVILLt 
SMITH,  “UR  R A Y wILTON,  NASHVILLE 
SMITH,  RAPHAtL  FORD,  NASHVILLE 
SMITH,  RUDOLPH  V,  NASHVILLE 
SMITH,  RUSSELL  R,  GOOOL E T T S V I L L E 
SMITH,  SAMUEL  A,  NASHVILLt 
SNELL  JR,  JAMES  D.  NASHVILLE 
SNELL,  BARBARA  R,  NASHVILLE 
SNOW,  S STEVE,  NASHVILLE 
SNOWDEN,  MARY  ANN  R,  NASHVILLE 


SNYOER,  RUBT  BRUCE,  NASHVILLL 
SOFRANKO,  JOS  EOwARO,  MAOISON 
SOMAYAJI,  BUNTmAL  N,  NASHVILLE 
SON,  CHOON  DUCK,  MADISON 
SOPFR,  BRENT  ALESHIWt,  MADISON 
SPALDING,  MICHAEL  JON,  NASHVILLt 
SPENGLER,  DAN  M,  NASHVILLE 
SPICKARO,  w ANDERSON,  NASHVILLE 
SPIGEL,  STUART  CHAS,  NASHVILLt 

* SPROEKIN,  BERTRAM  E,  NASHVILLE 
SPROUSE,  DAPHINE,  NASHVILLE 
SRI  NIVAS,  NAVEEN,  NASHVILLE 
STAGGS,  STEPHtN  MICHAEL,  BRENTWOOD 
STARNES,  DANIEL  L,  NASHVILLt 
STEIN,  RICHARD  S,  NASHVILLE 
STEIN,  RObT  ELLIUT,  NASHVILLE 
STEVENS  JR,  FRANK  W,  NASHVILLE 

- STEVE  NS,  BROOKE,  NASHVILLF 
STEVENS,  FRANK  WILSON,  NASHVILLt 
STEWART  III,  RADFORD  C,  NASHVILLt 
STFWAkT,  LEE  wm,  NASHVILLE 
STEWART,  RICHARD  BAUD.  NASHVILLt 
STOLZ,  MARGARET  M,  ANTIUCH 
STONE,  WILLIAM  JOHN,  NASHVILLE 
STONEY,  WM  SHANNON,  NASHVILLE 
STOUOFR,  DENNIS  ALAN,  NASHVILLF 
STRATTON,  CHARLES  w , nashville 
STRAYHORN  III,  WM  DAVID,  NASHVILLE 

* STRAYHORN,  JOE  NASHVILLE 

ST ROOt,  WILBORN  D,  NASHVILLE 
STROUP,  STEVtN  L,  NASHVILLE 
STUBBLEFIELD,  MARK  ThUMAS,  NASHVILLE 
STU“B,  PAUL  RUST,  NASHVILLE 
STUYVESANT,  Y wILFREO,  MADISUN 
SULLIVAN,  JAMLS  N,  NASHVILLE 
SUMPTER  Jk , wM  DAVID,  NASHVILLE 
SUN0ELL,  hAKAN  WILHELM,  NASHVILLE 
SUNGA-GUE V AR A , MARIETTA,  MADISON 
SUSSMAN,  CRAIG  RICHAkG,  NASHVILLE 

* SUTHERLAND  JR,  ARTHUR  J,  NASHVILLt 

* SUTHERLAND.  JOS  EDwAkD,  G G ODL E T T S V I l LE 
SUTTON,  JlRRY  SEABORN,  NASHVILLE 
SUWANAwONGSE , MEDHA,  MADISON 
SwANSCN,  GARY  0,  PARIS 

SwFNSUN,  BRIAN  ROBERT , NASHVILLt 

- Swindle,  h mark,  nashville 

Sw  IONTKOWSKI , -ARC  F,  NASHVILLE 
SwITTER,  DAVIu  JUHN,  NASHVILLE 
TABER,  DAVID  S,  NASHVILLE 
TACOGCE , LOYDA  C,  NASHVILLE 

* TALLENT  JK,  MARION  B,  NASHVILLE 
TANNENPAUM,  JEROME  S,  NASHVILLE 
TANNER,  JUHN  M,  NASHVILLE 

* TARPLEY,  t DwAkU  LEwIS,  NASHVILLE 
TATE.  HARkY  T , MADISUN 

TATE,  STEVEN  M,  NASHVILLt 
TAYLOR,  01  AN  GATES,  NASHVILLt 
TERRY,  RICHARD  H,  NASHVILLE 
TESCHAN,  PAUL  ERHARD,  NASHVILLF 

» THACH  JR,  ANDREW  BLAINE,  NASHVILLE 
THOMAS  JR,  CLARENCE  S,  NASHVILLE 

* THO-AS,  CLARENCE  S,  NASHVILLt 
T H 0 “ A S , F DEWEY,  NASHVIlLE 

- THO“AS,  MELISSA  KAY,  NASHVILLE 
ThOmrS,  DAVID  OAwSON,  NASHVILLE 
TH  0 M I S ON  JR,  JOHN  B,  NASHVILLE 
EHOMISON,  JOHN  B,  NASHVILLE 
THOMISON,  k E H a m,  NASHVILLE 
THOMPSON  JR.  JOHN  G,  NASHVILLE 
THOMPSON,  JULIA,  GOUULETTSVILLE 
THORNE,  CHAS  H,  NASHVILLt 
THORNTON,  SPtNCFK  P,  NASHVILLt 
THURMAN,  GRAFTON  H,  MADISON 
THURMAN,  STFPHFN  S.  NASHVILLt 
TICARIC,  STEPHEN  THEOUCRE,  MAOISON 
TILLEY,  KENNETH  SHANNON,  NASHVILLt 
IIPTUN,  EDMUND  F,  NAShVILLE 
riRAO,  BE  NYLIN  LYNDA  U,  MACISON 
TIRAO,  JESUS  FERNANDEZ,  MAOISON 
EIRRILL  III,  -ILLARO  U,  NASHVILLE 
TITUS  III,  WILLIAM  P,  NASHVILLE 
FOOD  JR,  KIRKLAND  W , NASHVILLE 
TOMICHEK,  RICHARD  C,  NASHVILLF 
TOMPKINS,  THUMAS  t,  NASHVILLt 
TOQMEY,  THOMAS  PHILIP,  NASHVILLt 
TOSH,  ROBT  H,  NASHVILLt 

TRABUE,  ANTHUNY  t,  NASHVILLE 
TRAPP,  JOHN  DUUGLAS,  NASHVILLE 
TKAUGHBEk  JR,  LESLIE  t,  NASHVILLt 
TRAVIS,  LAWRLNCE  wARKEN,  NASHVILLE 
TREAOwAY,  CHAS  RICHARO,  NASHVILLt 
TRIGGS,  ELIZABETH  GRIMES,  NASHVILLE 
TUCKER  JR,  AUBREY  Ltt,  NASHVILLE 
TU00R  JR,  JOHN  M,  NASHVILLE 
TULIPAN,  NOEL  BRISTUw,  NASHVILLt 
TURNER,  BRUCE  IKwIN,  NASHVILLE 
TURNER,  DOROTHY  J,  NASHVILLt 
TURPIN,  BUFORO  PAUL,  MADISON 
URRANEK,  ANTHONY  P,  NASHVILLt 

- VALLEY,  MICHAEL  I HUM A S , NASHVILLt 
VALOSIK,  RUBERt  A,  NASHVILLE 
VANCEVENUtK,  FRANK  KARL,  NASHVILLE 
VANHOOYDUNK,  JOHN  E,  NASHVILLE 

* VIEHMAN,  ARTHUR  J,  MAOISON 
VINCENT,  JAMES  L,  NASHVILLF 
VORA,  PRAV I NCHANDRA  Z,  NASHVILLE 
WADLEY,  EREJIA  S,  NASHVILLE 
WAOL INCTON,  WM  B,  NASHVILLE 
WAGNER,  MARTIN  H,  NASHVILLE 
WAHL,  FOBT  WILHELM,  NASHVILLE 

- WAITES,  JOHN  A,  NASHVILLE 
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♦ WALKER,  ETHEL,  NASHVILLE 
WALLAS,  CHARLES  H,  NASHVILLE 
WALWYN,  LLOYD  ALEXIS,  MAO  ISON 
WAMPLER,  JOHN  MILLARD,  NASHVILLE 
WARD  JR,  JAMES  W,  MAOISON 

♦ WARD,  JAMES  WILLIAM,  NASHVILLE 

♦ WARO,  RUSSELL  0,  HENDERSONVILLE 

♦ WARDER,  THOS  F,  JACKSONVILLE,  FL 
WARNER,  JOHN  J,  NASHVILLE 
WARNER,  JOHN  SLOAN,  NASHVILLE 
WASUDEV,  GEETA  PR  A MOD , NASHVILLE 
WASUDEV,  PRAMOD  B,  NASHVILLE 
WATERHOUSE,  GEORGE,  NASHVILLE 
WATSON,  HORACE  EUGENE,  NASHVILLE 
WATSON,  WILLIAM  EDWARD,  HERMITAGE 
WATTS,  DAVID  REED,  NASHVILLE 
WAYBURN  JR,  GATES  JORDAN,  NASHVILLE 
WEAVER,  GREGORY  R,  NASHVILLE 

♦ WEBSTER,  B H,  NASHVILLE 

WE  HR , ANN  OUELLETTF,  NASHVILLE 
WEINBERG,  JANE  RUTH,  NASHVILLE 
WELLS,  CHAS  E,  NASHVILLE 
WENTZ,  ANNE  COLSTON,  NASHVILLE 
WENTZ,  OENNIS  KEITH,  NASHVILLE 
WESLEY,  RALPH  E,  NASHVILLE 
WEST,  ROBERT  R,  NASHVILLE 
WEST,  H SCOTT,  NASHVILLE 
WHEELER,  ARVILLE  VANCE,  NASHVILLE 
WHEELER,  PAUL  W,  NASHVILLE 
WHETSELL  JR,  WILLIAM  0,  NASHVILLE 
WHITE,  STEVE  A,  MADISON 
WHITFIELD  JR,  THOMAS  C,  BRENTWOOD 
WHITFIELD,  JEFF  DAVID,  NASHVILLE 

♦ WHITFIELO,  JOE  T,  FRANKLIN 
WHITWORTH,  THOS  CLAYTON,  NASHVILLE 

♦ WILKINSON,  ERLE  EhING,  NASHVILLE 
WILKS,  HARVEY  S,  NASHVILLE 
WILLIAMS  JR,  W CARTER,  NASHVILLE 
WILLIAMS,  LESTER  F,  NASHVILLE 
WILLIAMS,  MELBORNE  A,  NASHVILLE 
MILLIARD,  KENNY  F,  NASHVILLE 
WILLIS,  LARRY  GALE,  NASHVILLE 
WILSON,  JAMES  PHILLIP,  NASHVILLE 

♦ WILSON,  VERNON  EARL,  PAYSON,  AZ 
WILSON,  WENDELL  WINFRED,  OLD  HICKORY 
WINFIELD,  ALAN  C,  NASHVILLE 
WINTER,  EUGEN  J,  NASHVILLE 

♦ WITHERSPOON,  FRANK  G,  NASHVILLE 
WITHERSPOON,  JOHN  D,  NASHVILLE 
WITTHAUER,  NORMAN  EVERETT,  NASHVILLE 

♦ WITZTUM,  HARRY,  LOS  ANGELES,  CA 
WOLF  JR,  JOHN  STUART,  NASHVILLE 
WOLFE,  LAWRENCE  KENNEIH,  NASHVILLE 
WOLFSON,  GLENN  STEWART,  NASHVILLE 

♦ WOMACK  JR,  FRANK  C,  FRANKLIN 
WONG,  SONG  W,  NASHVILLE 
WOOD,  ALASTAIR  J J,  NASHVILLE 
WOOD,  GEO  WALLACE,  NASHVILLE 
WOODCOCK  JR,  CLARENCE  C,  NASHVILLE 

♦ WOODFIN,  NOSE  CLARKE,  NASHVILLE 

♦ HOODS,  JUHN  ROBT,  NASHVILLE 
WOOSLEY  JR,  RAYMOND  L,  NASHVILLE 
WOOTEN  III,  N ERIC,  NASHVILLE 
WORKMAN  III,  CLAUDE  H,  NASHVILLE 
WORKMAN,  OENNIS  CLIFFORO,  ATLANTA,  GA 
WORKMAN,  ROBERT  JAY,  NASHVILLE 
WORTHINGTUN,  WILLIAM  3,  NASHVILLE 

- WOUTER,  SUSAN  L,  NASHVILLE 

- WOUTERS,  8EN  C,  NASHVILLE 
WRAY,  TAYLOR  M,  NASHVILLE 
WRIGHT,  DORIS  JACUUELVN,  NASHVILLE 
WRIGHT,  ELLEN  PAYNE,  NASHVILLE 
WRIGHT,  GEORGE  D,  NASHVILLE 
WRIGHT,  JUHN  KELLY,  NASHVILLE 

♦ WYATT,  JOHN  L,  NASHVILLE 
WYATT,  KENNETH  N,  HENDERSONVILLE 
YATES,  DAVID  ROBT,  HERMITAGE 

♦ YNARES,  CHRISTINA  M,  NASHVILLE 
YOUNG,  LARRY  CRESTON,  NASHVILLE 
YOUREE,  CYNTHIA  C,  NASHVILLE 

♦ ZERFOSS,  KATE  SAVAGE,  NASHVILLE 

♦ ZERFOSS,  THOS  B,  NASHVILLE 
ZIMMERMAN,  CARL  WAYNE,  NASHVILLE 

NORTHWEST  TENNESSEE  ACADEMY 
OF  MEDICINE 

AKINS  JR,  CHAS  WESLEY,  UNION  CITY 
ALGEE  JR,  WYATT  R,  UYERSBURG 
ALLISON,  JACK  R,  OYERSRURC 
ANDERSON,  CHARLES  E,  DYERSBURG 

♦ BAIRO,  JESSE  P,  DYERSBURG 

♦ BANKS,  THOS  V,  UYERSBURG 
BEALE,  HOBART  H,  MARTIN 
BLANTON  III,  MARVIN  A,  UNION  CITY 
BOSTON,  THOMAS  E,  DYERSBURG 
BRAOBERRY,  SAM,  UNION  CITY 
BROWN,  BRUCE  B,  UNIUN  CITY 
BUTLER  JR,  ARDEN  JONES,  RIPLEY 
BUTLER,  HAROLD  DEE,  UNION  CITY 
CAMERON,  ROBT  LYNN,  UNIUN  CITY 
CAMPBELL,  JOE,  UNION  CITY 

CARR,  KENNETH,  MARTIN 
CHAPEL,  HAROLD  LEE,  RIPLEY 
CLENDENIN  JR,  ROBT  E,  UNION  CITY 
CONCEPCION,  ROBERTO  S,  UYERSBURG 
CONNELL,  JOSEPH,  DYERSBURG 
DAVID,  MARY  SUSAN,  UYERSBURG 
DAVID,  WALTER  E,  DYERSBURG 
DODD,  HALBERT  H,  UNION  CITY 
DUNCAN,  WM  LLOYD,  MARTIN 


EASON,  WILLIAM,  MARTIN 
FAN,  SIK  MAN,  RIPLEY 
FREEMAN,  GORDON,  DYtRSBURG 
GARY,  DAN  CARMACK,  UNION  CITY 
GASFL,  GEORGE,  UNION  CITY 
GOOCH,  ALLEN  CHRISTOPHER,  TROY 
GRFEN  JR,  DANL  PARKER,  DYERSBURG 
HARRINGTON,  ROBT  LEE,  DYERSBURG 
HARRIS,  LEE  S,  DYERSBURG 
HAYNES  JR,  DUUGLAS  B,  OYERSBURG 
HILL,  CHESLEY  HESTER,  TROY 
HILL,  ROBERT  PAUL,  TROY 
HINDS,  MICHAEL,  MARTIN 
HUFF,  CARL  WAYNE,  MARTIN 
HUNT,  JOE,  RIPLLY 

♦ INCLAN,  AURELIO  PETER,  OYERSBURG 
JERNIGAN,  JERRY  MARSHALL,  DYERSBURG 

♦ JETFR,  ROBT  MC  KtNZIt,  GLEASON 
JOHNSON.  ELOIETT,  DYERSBURG 
JOHNSON,  JANICE  SUSAN,  MARTIN 
JONAS,  KARL  C,  RIPLEY 

JONFS  , CAV ID  0,  MARTIN 
JONES,  LAURENCE  WALLER,  UNION  CITY 
KERR,  ROBT  THOMPSON,  OYERSBURG 
KING,  ELTUN  AARON,  OYERSBURG 

♦ KINGSBURY,  EUwARO  P,  UNION  CITY 
LATIMER  Jk , ROBT  G,  UNION  CITY 
LAWRENCE,  ROY  FINCH,  UNION  CITY 
LEWIS,  ROuGER  PATRICK,  UNION  CITY 
MALONEY,  KENNETH  kOSCUE,  OYERSBURG 
MARS  I C I , PAUL  , UN  I ON  1 1 TY 
MCINTOSH,  MARUUFRITE,  NEWBORN 
MELTON,  STEVENS  0,  DYEKSBLRG 
MOORE  III,  FRED,  OYERSBURG 

♦ MOORE,  JAMES  CHALMERS,  UYERSBUkC 
MULAY,  RAMAKANT  M,  DYERSBURG 
NOONAN,  JAMES  ROTHwELL,  OYERSBURG 
PATRICK,  ROBERT  O,  MARTIN 

♦ PHILLIPS,  WM  LFRlJY,  NEWBERN 

♦ POLK,  JAMES  WALTER,  UNIUN  CITY 

♦ PORTER,  IRA  FORD,  GRtENFIELD 
PORTER,  NATHAN  F,  GREENFIELD 
RAGSDALF,  JAMES  HOWARD,  UNIUN  CITY 
REAVES,  JOHN  ANDREW,  DYERSBURG 
REYNOLDS,  JAMtS  RALPH,  UYERSBURG 
ROBBINS,  BILLY  GERALD,  HALLS 
RYAN,  MICHAEL  B,  UNION  CITY 
SANNER,  RUBEkT  F,  ONION  CITY 
SCHLEIFER  III,  GROVER  F,  UNION  CITY 
SHORE,  JAMES  WM,  MARTIN 

SMITH  JR , U KAY,  MAR  T I N 
SMITH,  DAVIO  ANDREW,  MARTIN 
SMITH,  JAMES  HERMAN,  DYERSBURG 
ST  CLAIR,  DAVID  SMITH,  UNION  CITY 
STEWART,  CHARLES  V,  UYERSBURG 
SUTTON,  RICHARD  0,  MARTIN 
THOMPSON,  THUS  REECE,  DYERSBURG 
THDRNTCN  JR.  w I,  DYERSBURG 
TUCKER,  WM  HENRY,  RIPLEY 
WARNER,  LYNN  ANDkEw,  OYERSBURG 
WEBB,  CLAUDE  RAYMOND,  RIPLEY 
WOLFE,  JAMES  H,  OYERSBURG 
WOLFE,  JOSEPH  w , DYERSBURG 
WONG,  LUIS,  RIPLEY 

YOUNG  JR,  ROBT  ROGER,  UNION  CITY 

OVERTON  COUNTY  MEDICAL  SOCIETY 

CLARK,  MALCOLM  F,  LIVINGSTON 
COX,  MICHAEL  THOMAS,  LIVINGSTON 
CROW,  JIMMIE  K,  ROCKY  MUUNTAIN,  NC 
LOOPER,  FRED  8,  LIVINGSTON 
MASON,  LAkRY,  LIVINGSTON 
QUARLES  JR.  WILL  G,  LIVINCSTUN 
RITLAND.  JOHN,  TAR  BUR 0 , NC 
RITLAND,  SANDRA,  ROCKY  MGUNTA IN,  NC 
ROE,  JACK  MICHAEL,  LIVINGSTON 
SHIPLEY,  JERKY  LYNN,  LIVINGSTON 

PUTNAM  COUNTY  MEDICAL  SOCIETY 

BARNARD  JR,  VAUGHN  N,  COOKEVILLE 
BARNES,  SAM  TAYLOR,  COOKEVILLE 
BRPYER,  JAMES  L,  COOKEVILLE 

♦ CHAPIN,  FKEObRICK  J,  COUKEVILLE 

♦ CLARK,  JACK  L,  COOKEVILLE 
COONCE,  DANIEL  E,  COUKEVILLE 
CRABTREE,  JOHN  0,  COOKEVILLE 

♦ OE  BERRY,  JAMES  T,  COCKtVlLLE 
DERRYBEPKY , WALTER  E,  COUKEVILLE 
DOUGLAS,  UALE  E,  COUKEVILLE 
FRANCIS,  WM  CLARK,  COOKEVILLE 
FRANKLIN,  LLOYD  DOUGLAS,  COUKEVILLE 
GILLESPIE,  JAMES  T,  COOKEVILLE 
GLASGOW,  SAMUEL  MCPHEETERS,  COOKEVILLE 
GURYL,  STEPHEN  V,  COOKEVILLE 

GRAY,  JAMES  C,  COOKEVILLE 
GR1S0LANO,  JAMES  MARTIN,  COOKEVILLE 
HALL,  R GLENN,  COOKEVILLE 
HASSLEP,  LLOYD  R,  COOKEVILLE 
HOLMES,  ALREkr  K,  COOKEVILLE 
HUMPHREY,  WM  MERRITT,  COUKEVILLE 
JACKSON  JR,  JOHN  M,  COOKEVILLE 
JONFS  JR,  CLARENCE  LEE,  COOKEVILLE 
JORDAN  HI,  CHAS  EDWAKO,  COOKEVILLE 
KLEIN,  KARL,  COOKEVILLE 
LAWRENCE,  THOMAS  L.  COOKEVILLE 
LIMBACHER,  JOHN  P,  COOKEVILLE 
LOVE,  STEWART  T,  COOKEVILLE 
LOWE,  JERE  w,  CUOKEVILLE 
LYNN,  KENNY  w,  CUOKEVILLE 
MOORE  JR,  JOHN  T,  ALGUOO 


MOSS  III.  WALTER  DICKSON,  CUOKEVILLE 
NEAL,  JAMES  GREGURY,  COUKEVILLE 
PANZER,  JAMES  OA  V 10,  COOKEVILLE 
PRYOR,  BOYCE  BOWEN,  COOKEVILLE 
SAMPLES,  KANDALL  GARY,  COOKEVILLE 
SHAW,  JAMES  WILLIAM,  COUKEVILLE 

* SHIPLEY,  THURMAN,  COUKEVILLE 
STUREP,  HARRY  L,  COUKEVILLE 
TALMAGE,  JAMtS  B,  COUKEVILLE 
TANSIL,  DONALD  WAYNE,  COUKEVILLE 
TAYLOR,  WM  SNODGRASS,  CUOKEVILLE 
TIONGSDN,  KOUKIGU  VERZOSA,  CELINA 
VAN  GELOVEN,  FRANCISCA  E,  CUOKFVILLE 
WAHL,  JOSEPH  w,  COOKEVILLE 
WILLEMS,  WILLIAM  J,  CUOKEVILLE 

* WILLIAMS,  CLAUDE  M,  COOKEVILLE 
wOLFE,  KATHERINE  , MONTEREY 
WOMACK  III,  CHARLES  T,  CUOKEVILLE 

* ZIMMERMAN  JR,  GUY,  HYRDSTOwn 

ROANE-ANDERSON  COUNTY 
MEDICAL  SOCIETY 

AHLER,  AL4FRT  JULIAN,  HARRIMAN 
ALISON,  UEBOkAH,  OAa  klUCE 
BARRY,  FREDERICK  JAMES,  CAK  RIDGE 
BEARD,  ALICE  C ANDERSON,  KINGSTON 
BENNETT,  WILL  I A M t,  HARRIMAN 

* BIGELOW  , ROBT  RAMIFY,  OAK  RIOGE 
BINGHAM,  TERRY  M,  HARRIMAN 

* BISHOP,  ARCHER  w,  CLINTON 
BLOCK  JR,  CLEMENT  H,  OAK  RIDGF 
ROYF,  HARRY  GEURCE.  ROCKwOOD 
BRANTLFY,  RICHARD  GREEN,  OAK  RIOGE 
BROWN  JR,  GERON,  OAK  RIDGE 
BRUTON,  CHARLES.  OAK  RIOGE 
RUNICK,  ELAINfc  MARIE,  OAK  RIDGE 
BURSTEN,  BEN,  OAK  PIUGE 
CALDWELL.  MARVIN  GENE,  UAK  RIOGE 

C A M P , ROBERT  BRADFORD,  UAK  RIDGE 
CASEY,  ROBERT  REID,  OAK  kIUCE 
CASTER,  C NICHOLAS,  COALFIELD 
CLARY,  THU  MAS  L,  OAK  RIuGE 
COMPTON,  DAVID  R,  OAK  RIOGE 
CONRAO,  DANIEL  E,  OAK  RIOGE 
COREA,  CHAS  JUS,  HAkKIMAN 
CREWS,  JOHN  PEARCE,  OAK  RIDGE 
CUNNINGHAM,  t L R E k T C,  HARRIMAN 
DARLING  JR,  CHAS  ELltTT,  CAK  RIDGE 

* OE  PERSIO,  JUHN  U,  OAK  RIOGE 

* OE  PERSIO,  ROBT  E,  PORT  ST  LUCIE,  FL 
DE  VEGA,  ARMANDO  EEUNANDU,  OAK  RIDGE 
DEW,  RICHARD  ALLAN,  ULIVER  SPRINGS 
OOTSUN.  ROBERT  SCUTT,  OAK  RIDGE 
DRY,  LAURENCE  RLVELLE,  OAK  RIOGE 

A DUNLAP,  ROUT  wEYER,  LAHORE  PAKISTAN 
EVERSOLE  JR,  EARL,  UAK  RIDGE 
FISHER,  ADA  M , UAK  RIOGE 
GENELLA  JK , FRANK  H,  OAK  RIOGE 
GENTRY,  ROBERT  E , KNOXVILLE 
GILLESPIE,  JAMES  TRIGG,  OAK  KlOGE 
GOSWITZ,  FRANCIS  ANDREW,  CAK  RIUGE 
GOSWITZ,  HELEN  A VOOOVICK,  UAK  KlOGE 
GOWUfR.  TIMOTHY  DENNIS,  OAK  klDGE 
GRAMELSPACHEk,  GREGORY  P,  OAK  RIDGE 
GURNEY,  CHAS  BRYSON,  OAR  RIUGE 
HARDY,  WM  p,  OAK  RIuGE 
HARTMAN,  DONALD  LtF,  Oar  RIUGE 
HEADRICK,  MAkY  M,  oak  RIOGE 
healo,  david  grawt,  uak  ridge 

HEODEN  JR,  HENRY,  CLINTON 
HELIMann  jr,  ROBERT  S,  HARRIMAN 
HENDRIX,  ERNEST  UP,  DAK  RIUGE 
HENRY  JR,  JAMES  t,  OAK  RIOGE 
HILTON,  JAMtb  ISAIAH,  OAK  RIDGE 
HULBERT,  THOMAS  R,  OAK  kICGE 
HOWARD.  ROBT  G,  OAK  RIOGE 
JENKINS,  THUS  ARTHUR,  OAK  RIDGE 
JERNIGAN,  JOHN  FUKRFST,  OAK  RIDGE 

* JOHNSON,  tvAYMUND  a,  UAK  RIDGE 

* JUNES,  H STRATTON,  HARRIMAN 
KAFRNICK,  ERNEST  ELLIOTT,  OAK  RIOGE 
KERLEY,  HAROLD  EUGENt,  OAK  RIOGE 
KING,  AVERY  PARSONS,  OAK  RIDGE 
KRISHNAN,  LALITA,  DAK  RIOGE 

LEW,  IRA  EUGENE,  OAR  RIuGE 
LONG,  DAVID  DALE,  OAK  RIOGE 
LOY,  WM  ALLEN,  OAK  R I OGE 
LUCKmann,  KENNETH  E,  OAK  RIUGE 
LUSHBAUCH,  CLARENCE  C,  OAK  RIOGE 
LYNNES,  HOWARD  M,  ROCK  wUCO 
LYON,  JOSEPH  S,  UAK  klOCE 
MARTIN,  WILLIAM  h,  OAK  RIDGE 
MCMAHON,  CLFTUS  JOSEPH,  OAK  RIOGE 
MCMILLIN,  RODNEY  M,  HARRIMAN 
MCNFELEY,  SAMUEL  GENE,  NORRIS 
METCALF,  THOMAS  H,  UAK  kICGE 
MILLER  JR,  KENNETH  T,  UAK  RIDGE 
MITCHELL,  CHARLES  STUNE,  CAK  RIDGE 
MOL  ON  Y , WILLIAM  LAWRENCE,  OAK  RIUGE 
MOORE,  RICHARD  J,  FAYETTEVILLE,  NC 
NORTICK,  ADAM,  KNOXVILLE 

* PALMER,  ETNA  LITTLE,  OAK  RIOGE 
PARRISH,  RICHARD  E.  OAK  RIDGE 
PHILLIPS,  JAMES  b,  DAK  RIDGE 
PRATER,  WILLIAM  K,  UAK  RIOGE 

* PRFSTON,  LEWIS  FREDERICK,  CAK  RIDGE 

* PUGH  JR,  wM  w,  UAK  RIOGE 

* RAGAN,  CHAS  JULIAN,  OAK  RIOGE 
REID,  FRANCIS  R,  UAK  RIUGE 
RICKS,  PHILLIP  M,  DAK  RIDGE 
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ROUSE,  JANES  PI,  UAK  RIDGE 

♦ RULEY,  HENRY  B,  OAK  RIDGE 
SCHOLO,  ALAN  CRAIG,  UAK  RIDGE 
SCHULTZ,  RICHARD  L,  OAK  RIDGE 
SEAY,  DAVID  WORRELL,  OAK  RIDGE 

♦ SENSENBACH,  CHAS  WILLIS,  OAK  RIDGE 
SHARP,  OONALO  ALAN,  UAK  RIDGE 
SHEELY,  LOWRY  LINDSEY,  OAK  RIDGE 
SIGPIAR,  LISELOTTE  E,  OAK  RIDGE 
SISK,  JOHN  R,  HARRIMAN 

SMALLEY,  LEE  ALAN,  OAK  KIDCE 
SNODGRASS,  JOHN  VASS,  ROCKkOUD 
SPRAY,  PAUL  ELLSWORTH,  UAK  RIDGE 
STANLEY,  DAVID  GRANVILLE,  OAK  RIDGE 
STEVENS  III,  GEO  MILLER,  OAK  RIDGE 

♦ SULLIVAN  JR,  CHAS  RFNNE,  OAK  RIDGE 
TEDDER,  MIRIAM  B,  HARRIMAN 
THOMAS,  DA  NL  MARTIN,  CLINTON 
THURSTON,  FLOYD  E,  OAK  RIDGE 
TITTLE,  JOE  EVAN,  OAK  RIDGE 
UPCHURCH,  D THOMAS,  OAK  RIDGE 

♦ VAN  HOOK,  STONEWALL  J,  OLIVER  SPRINGS 
WALKER,  RUBERT  EARL,  OAK  RIDGE 
WEIGHT,  GLEN  K,  OAK  RIDGE 

WELCH  JR,  JOHN  wM,  UAK  RIDGE 
WHITE,  THOMAS  W,  OAK  RIDGE 
WILLETT,  DAVID  PRATER,  KINGSTON 
WILLETT,  DWIGHT  H,  KINGSTON 
ZANOLLI,  GINO,  OAK  RIOGE 

ROBERTSON  COUNTY  MEDICAL  SOCIETY 

BASSEL,  JOHN  BURR,  SPRINGFIELD 
CRUNK,  TOPIMY  M • SPRINGFIELD 

♦ ELDER,  ROOT  H,  CEDAR  HILL 
GRAY,  JAMES  TRAVIS,  SPRINGFIELO 
HAYES,  WARREN  G,  SPRINGFIELD 

♦ JACKSON,  JOHN  MC  REYNOLDS,  GREENBRIER 
KRUEGER,  THOMAS  C,  SPRINGFIELD 
KUMAR,  SARBJEET  SINGH,  SPRINGFIELD 
LEWIS,  W MICHAEL,  GREENBRIER 
O'DONNELL  III,  JOHN  wM,  SPRINGFIELD 
QUARLES,  JAMES  RICHARD,  SPRINGFIELD 
SATPATHY,  PANCHANAN,  SPRINGFIELD 
SCHWISOW,  DONAVON,  CROSS  PLAINS 

♦ STONE,  WM  PIPKIN,  SPRINGFIELO 

♦ TURNER,  JOHN  BUN Y AN,  SPRINGFIELD 
WEBSTER,  RAYMOND  HARRIS,  SPRINGFIELO 
WHEELHOUSE,  WALTER  W,  SPRINGFIELD 

♦ W1LKI50N,  JOHN  EUwlN,  SPRINGFIELO 

RUTHERFORD  COUNTY/STONES  RIVER 
ACADEMY  OF  MEDICINE 

ABERNATHY,  JAMES  PAUL,  MURFREESBORO 

♦ AO  A MS , CARL  E,  MUKEREESbURC 
AKIN,  HAROLD  THOS,  MURFREESBORO 
AL-ABDULLA,  ABDUL-SAHIB  M,  MURFRtESBORU 
ALEXANDER,  JUHN  HUTCHINS,  MUREREESBURO 

♦ ALLEN,  JAMES  THUS,  MURFREESBORO 
ANDREWS,  SUSAN  T,  MURFREESBORO 
BAILEY,  JUS  C,  MURFREESBORO 
BEASLEY,  TIMUTHY  J,  MURFREESBORO 
BELL,  RICHARD  BRYAN,  MURFREESBORO 
BOERNEP,  JAMES  L,  MURFREESBORO 
BOONE,  JOSEPH  EOOINS,  MURFREESBORO 
BORN,  MARK  L,  MURFREESBORO 

BROWN,  WILLIAM  ANDREW,  MURFREESBORO 
BRYANT,  RODNEY  CRAIG,  WOODBURY 
BRYANT,  WM  ARTHUR,  WOODBURY 
BULLOCK,  SALLY  HILL,  MUKFREtSBORO 
BUTLER  JR,  HENRY  K,  MURFREESBORO 
BYRNES,  JOHN  MITCHELL,  SMYRNA 
CAISSIE,  KENNETH  F,  MURFREESBORO 
CAMPBELL,  JERRY  NEAL,  MURFREESBORO 
CARLTCN,  JOHN  EDWARD,  CHATTANOOGA 
CARTER  III,  SAM  FRANK,  MURFREESBORO 
CARTER,  DENNIS  CHARLES,  MURFREESBORO 
CLEVELAND,  ROBERT  R,  MURFREESBORO 

♦ COHEN,  HENRY  A,  HARRINGTON,  RI 
CUNNINGHAM,  JUHN  THOS,  MURFREESBORO 

♦ OAVISUN,  BERNARD  S,  MURFREESBORO 
OIXON,  JOHN  HERMAN,  MURFREESBORO 
DODO,  DAVIO  T,  MURFREESBORO 
DRAY,  ROBERT  J,  MURFREESBORO 
ESTES,  PAUL  CASEY,  MURFREESBORO 
GARNER  JR,  JAMES  WM,  MURFREESBORO 
GARRISON  JR,  SIDNEY  C,  MURFREESBORO 
GARRISON,  RUFUS  J,  MURFREESBURO 
GOODMAN  JR,  CHAS  EOWARO,  MURFREESBORO 
GREEN,  RICHARD  E,  WUODHURY 
HACKMAN,  ROBT  HENRY,  MURFREESBORO 

♦ HAY,  S A ML  HUTSON,  MURFREESBORO 
HESTER,  GEORGE  STEPHEN,  MURFREESBORO 
HUDSON,  DAVID  LEE,  MURFREESBORO 
HUNT,  KENNETH  DALE,  MURFREESBORO 

♦ HUTCHISON,  NORTON  H,  SHELBYVILLE 
JEKOT , WILLIAM  J,  "URF  REE  SBORO 
JOHNS,  OSCAR  THOMAS,  MURFREESBORU 

♦ KAUFMAN,  JAMES  KENNETH,  MURFREESBORO 
KNIGHT,  JOS  C,  MURFREESBORO 
KNIGHT,  ROBT  TAVEL,  MURFREESBORO 
LAROCHE,  ELIZABETH  READ,  MURFREESBORO 
LEOOUX,  PAUL  DAVIO,  MURFREESBORO 
LEWIS,  CHAS  WINGO,  MURFREESBORO 
LEWIS,  MARVIN,  MURFREESBORO 
LOVELACE,  FRED  ROYCE,  MURFREESBOkO 
LOWERY  JR,  EDWIN  RAY,  MURFREESBORO 
LOWY,  SAM  J,  MURFREESBORO 
MCKNIGHT,  DAVIO  THOMAS,  MURFREESBORO 

♦ MOORE,  RALPH  B,  CANDLER,  NC 
MULLEN,  STANLEY  PAUL,  MURFRESBORU 


* MYERS,  RUSSELL  F,  WOUDBURY 
NUNNERY,  JAMES  A,  MURFREESBURO 

* ODOM,  EUGENE  PORTER,  MURFREESBORU 
DDOM , STEPHEN  GUY,  MURFKFFSfeURO 
PIERCE,  GREGORY  wAYNE,  MURFREESBURU 
RANSOM,  RUBT  GEO,  MURFREESBURO 
REUHLAND,  LFUN  LUVON,  WUODBUKY 
ROGERS,  RICHARD  A * MURFREESBORO 
RUDO,  J DANIEL,  MURFREESBORU 
SACKS,  EUGENE  I,  SMYRNA 

SANDERS,  ROBT  SMITH,  MURFREESBOKO 
SHACKLFTT , WM  white,  MURFREESBORU 
SHELTCN,  HEN  A,  SMYRNA 
SMITH,  GEU  wlLBUKT,  MURFkFFSBORO 
SMITH,  ROBERT  J,  MURFREESBORU 
SMITH,  WM  KAOFURU,  MURFREESBORO 
STARRETT,  JAMtS  ALAN,  MURFREESBURO 
SUTTON,  WILLIAM  w,  MURFREESBORO 
TENPFNNY,  JAMES  w,  MURFREESBORO 
TOLBERT,  E C,  MURFREESBORO 
TUMA,  ROBERT  PAUL,  MURFREESBURO 
WARNER,  BARTON  WAYNE,  MURFREESBOkO 
wESTMCRFLANI),  M WAYNE,  MURFREESBORU 
WILLIAMS,  OLIN  ULIS,  MURFREESBORU 
wITT,  TERRY  JAMES,  MURFREESBURO 
WOLF,  HERBERT  <MCMARO,  WUODBURY 
YOUNG  JR,  JESSE  HOWARD*  MURFREESBORU 

scon  COUNTY  MEDICAL  SOCIETY 

COFFEY,  DAVID  ft,  ONEIDA 

GARNER,  TIMOTHY  FRANCIS,  HUNTSVILLE 

HALL,  THOMAS  K,  UNFIUA 

HUFF,  MAXWELL  E,  DNLIDA 

KLINE,  GEU  LITTON,  ONEIDA 

* LEFDS,  HORACE  MOTT,  UNEIOA 
MCCnLLU",  JOHN  E,  RUHBINS 

* MCDONALD,  ROY  L,  ONEIDA 
PERKINS,  MICHAEL,  UNEIOA 

SEVIER  COUNTY  MEDICAL  SOCIETY 

BDZEMAN  II,  CHARLES  h,  SEVIERVILLE 

* BRDADY,  RIJBT  A,  SEVIERVILLE 
HICKMAN  JR,  JAMES  H,  KODAK 
JACOBS  JR,  JOHN  0.  SEVIERVILLE 
KlUO  JR,  CHARLES  E,  SEVIERVILLE 
ROACH,  CHAKLtS  L,  SEVIERVILLE 
SMITH,  STEVEN  M,  SEVIERVILLE 
SONNER,  JOHN  L.  SFVIEKVILLE 
TOLLEY,  VINCENT  HLANE,  SEVIERVILLE 
VAN  ARSOAlL,  JAMES  R,  SEVIERVILLE 
WALDROP,  LHAkLES  E,  LENOIR  CITV 

SMITH  COUNTY  MEDICAL  SOCIETY 

hratton,  logak  k,  haktsville 

GREEN,  HUGH  E,  CARTHAGE 
JACKSCN,  w 1 LL 1 A M G,  CARTHAGE 
PETTY  jo,  DAVID  G,  CARTHAGE 
PETTY,  DAVID  G,  CARTHAGE 
RUTHERFORD,  klCHAkl)  T,  CARTHAGE 

SULLIVAN  COUNTY  MEDICAL  SOCIETY 

A 0 A “ S , WESLEY  E,  BRISTOL 
AGUIRRE,  OENNIS  MANUAL,  BRISTOL 
ALLEY,  EDMDNO  LYNN,  KINGSPORT 
BACHMAN  JK,  HARRY  WILSON,  BRISTOL 
BAKER,  RICHARD  OUOLEY,  KINGSPORT 
BALFS,  DONALD  w,  KINGSPORT 
3ALLINGT0N,  KAREN  LOUISE,  BRISTOL 
BANDE I AN , JOHN  J.  BRISTOL 
BECHTEL  JR,  JACK  T,  BRISTOL 
BELL,  WILLIAM  M,  KINGSPUKT 
BICE,  CHAS  ROBT,  KInGSPURT 
BLAND,  SUSAN  m,  KINGSPORT 
BLANTON  JK,  EkANK  S,  BRISTOL 
BLICKENSTAEF,  THtKON,  KINGSPURT 
BOCK  I A N , HERBERT  HAROLD,  BRISTOL 

* BULES,  JAMES  H,  KINGSPUrT 
BOLING,  FREDERICK  F,  KINGSPORT 
BOOKOLT,  J MICHAEL,  KINGSPORT 
BOOZE,  CPU  WM,  KINGSPORT 
BOWMAN,  JAMES  H,  BRISTOL 
BOYD,  ARTHUR  MORGAN,  KINGSPURT 
BOYLE,  GARY,  BRISTOL 
BRASEIELU,  JIM  C,  BRISTOL 
BREEDING,  SAMUEL  DAVID,  KINGSPORT 

* BRINKLEY,  BILLY  BOOTH,  RkISTUL 
BROCK  JR,  HOWARD  THUS,  KINGSPORT 
BROGLIO,  ANTHONY  LEE.  RRISTUL 
BROOKSHIRE  JR,  PAUL  F,  KINGSPORT 

* BROWN,  HENRY  JAMES,  KINGSPORT 

* BROWN,  ROBT  H,  HE  NOE R SONY  I LLE , NC 
8U00INGT0N,  klCHAKO  S,  AbINGDON,  VA 
BUTTERWORTH  JR,  JACKSON,  BRISTOL 
BYERS  JR,  JOHN  G,  BRISTOL 

BYRD,  KEITH  HAROLD,  KINGSPORT 
CALCOTE,  CL  AU  DP  MC  GHEF,  BRISTOL 
CALDwELL,  RONALD  OAVIO,  BRISTOL 
CARR,  HENRY  AUSTIN,  BRISTOL 
CARTER,  EDWARO  KENT,  KINGSPURT 
CARTER,  LOCKE  YANCEY,  KINGSPORT 
CARTER,  RICHAkO  S,  JOHNSON  CITY 
CASEY,  GARY  UUILLEN,  KINGSPORT 
CATE,  JOHN  CULUMBUS.  KINGSPORT 
CATLIN,  ROGEk  W,  BRISTOL 

CAVETT  III,  JAMES  RICHARD,  JAC.KSJN,  MS 
CHAMBERLIN,  MARIAN  L,  KINGSPURT 
CHANDLER,  JOHN  ",  BRISTUL 
CHAPMAN,  CHAS  E"M I TT  , BkISTOL 
CHAPMAN,  JOHN  L,  KINGSPORT 
CHAPTIER,  GILBERT  JOHN,  KINGSPORT 


* CHEW,  NATHANIEL  JOHN,  BKISTUL 
CHRISTENSEN,  ROBT  CHAS,  KINGSPURT 
CLARK,  JAMES  w,  CHURCH  MILL 
CLARK,  WARNER  L.  CHURCH  HILL 
COOPER,  JOE  BYRON,  KINGSPORT 
COWAN  JP,  BENnETT  Y,  BRISTOL 

* COWAN,  BLMNETT  YOUNG,  BRISTOL 
COwDEN,  DAVIO  ANTHONY,  KINGSPORT 
COX,  CAVID  LEMUEL,  KINGSPORT 
CO*,  LARRY  H,  KINGSPORT 

» CRAWFORD,  ALVIN  S,  HILTUN  HE  A C 1SL, 

* CkFOLE.  wm  Sw  INDELL,  HILTCN  HEAD,  SC 
CROCKETT  JR,  CLAUDE  H,  BRISTOL 
CRGwDGR,  JACK  ROBERTS,  rINCSPDKT 
DALLAS,  JUHN  L,  KINGSPUrT 

DAVIS,  R ALAN,  hRISTUL 
OICKERSDN,  DANL  LAWRENCE,  KInGSPURT 
ODELL,  ROBERT  J,  JOHNSON  CITY 
DONALDSON,  ROBERT  C , KINGSPORT 

* DUTY,  P OBI  0,  KINGSPORT 
DYER  JR,  wm  MILLS,  kINGSPCRT 

* EARLY,  JAMES  LAWRENCE,  BKISTUL 
FMERSCN,  wILLIam,  KINGSPORT 

* ERWIN,  J w,  BRISTOL 
ESTES,  TERRELL  C,  HRISTUL 

* EXUM,  k M ALLEN,  KIRGSPCkT 
FANKHCUSER,  RUSSELL  L,  BRISTOL 
FEIT,  VICHAXO  a,  KINGSPURT 
FERGUSON,  JEkt  ,,  BRISTOL 
FINCHER  JR,  JOHN  A,  BRISTCL 
FLORA,  DUn  ATLFt , KINGSPORT 
FOSTER,  LARRY  J,  RINdSPUkT 
GANTT,  PICKENS  A,  BRISTOL 
GARFIELD,  CLAUDE  R,  kINGSPCRT 
GARRIOTT,  DAVID  KENT,  KINGSPORT 
GAYLUR,  WALTtk  R,  BRISTOL 
GEER,  ROBT  MAC,  KINGSPURT 
GENORCN,  P M,  KINGSPORT 

* GIftSUN,  JUHN  THOS,  BRISTOL 
GINN,  OAVIO  ROY,  KINGSPURT 
GINTHER,  JFFEREr  P,  BRISTOL,  VA 
GLASGOW,  ROBT  '•ORnIS,  BRISTOL 

* GLENN,  RUBT  UKRUS,  MOUNTAIN  CITY 
GOLDEN,  BILLY  N,  KINGSPURT 
GONCE,  JOEL  U,  KINGSPURT 
GUNDO,  JUAN,  KINGSPURT 
G0RRELL,  ALAN  L.  BRISTOL 
GOUROIN,  FREDERICK  w,  KINGSPORT 
GRETAR  JR,  Fred  hUMHAM,  HRISTUL 
GREEN  JR,  WAVERLY  S,  BRISTOL 
GREENE,  ELMEk  ALBERT,  KINGSPURT 
GREENE,  THOMAS  C,  BRISTOL 
GRIFFIN,  WILLIAM  C,  KINGSPORT 
GKIGSBY  Jk,  wM  C.  BRISTOL 
GRIGSBY,  km  RAUL,  KINGSPURT 
GROCE,  ANN,  JOHNSON  CITY 
GwALTNEY,  OAVIO  NELSON,  BRISTOL 
HAOOAO,  MICHEL  NASRI,  KINGSPORT 

* HARRISON  JR , „ “ , KINGSPURT 

HARTER,  BASIL  T.  BRISTOL 
HEkNANOFZ,  GUSTAVO  E,  KINGSPURT 
HIRE,  EPV|n  a,  kINGSPCRT 
HOFFNUNG , JACK,  “PISTOL 

* HOGAN  JR,  MARSHALL  DAVIS,  KINGSPORT 
HUDSON,  WILLIAM  UIJDLEY,  KINGSPORT 
HUNTER,  RONALD  w,  KINGSPORT 
JACKSCN  JK,  HENkr  GUY,  KINGSPURT 
JAMISON,  KING  ARCY,  BRISTOL 
JARVIS,  ROY  J'JP.  KINGSPURT 

JAYNE  JR,  J LAWRENCE,  BRISTOL 
JERNIGAN,  ROBT  H,  KINGSRURT 
JEWELL,  NEAL  A,  BRISTOL 
JOHNSTONE,  WILLIAM  H,  HRISTUL 

* JONES,  ROBT  CLARK,  KINGSPCRT 
JONFS,  SAMUEL  RIODLE,  KINCSPORT 
KEITH,  ROBT  EARL,  KINGSPORT 
KELLY,  RONALD  CLARK,  BRISTOL 
KIDWELL  Jk , E R,  KINCSPORT 

* KIFSAG,  KENNETH  RUDOLPH,  KINGSPURT 
KING,  JOSEPH  AUSTIN,  KINGSPURT 

* KNAPP,  JUHN  ALLEN,  PLACIDA,  EL 
KNICKERBOCKER,  EreO  RAY,  BRISTOL 
KURRF  JR,  JOS  H,  BRISTOL 
KUTTY,  I N,  KINGSPORT 

LANE,  OAVIO  L,  KINGSPORT 
LAPIS,  JAMFS  L,  BRISTOL 
LINK,  NELSON  EOWARO,  BkISTCL 
LOWRY,  KERMIT,  BRISTOL 
LYMRERIS,  MARVIN,  KINGSPURT 
LYNCH,  KENNETH  C L Y 0 c , KINGSPORT 
MACDONALD,  k SCOTT,  KINGSPORT 
MAKSES,  THOMAS  D,  BRISTOL 
MALOY,  JUS  KENNETH,  KINGSPORT 

* MARCY,  JOHN  U,  BRISTOL 

* MCCONNELL,  FREDRICK  GRAY,  KINGSPORT 
MCCOY,  JAMES  L,  KINGSPORT 
MCGUIRE,  JAMES  ELD RIOGE,  KINGSPUrT 
MCILWAIN,  WILLIAM  A,  BkISTOL 
MCMURKAY,  JOHN  MARK,  KINGSPORT 
MICHALS,  HERBERT  JAMtS,  KINGSPOkT 
MILLER,  DAVID,  KINGSPORT 

MILLER,  JERRY  LEE,  KINGSPORT 
MILLER,  LEE  HUTTER,  KINGSPCRT 
MITCHELL,  JOE  ELIAS,  BRISTOL 

* MONGLE  , BRUCE  WM,  BLUUMVILLE 
MOONEY,  NEIL  FRANCIS,  BRISTOL 
MOORE  III,  JUHN  H,  KINGSPORT 
MORGAN,  STEVEN  w,  BkISTUL 
MORIN,  J RAOUL,  KINGSPORT 
MORRIS,  ALTON  J,  KINGSPUKT 
MORRIS,  LAWRENCE  RAY,  KINGSPURT 
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♦ MORRISON,  PHILIP  HAPwORTH,  BRISTOL 
NORTON,  RALPH  F , KINGSPORT 
NOSRIE,  AZETT  JIMMIE,  KINGSPORT 
MOUKHEIBIR,  NABIL  M,  KINGSPORT 
MURRAY  JR,  MARION  JULIAN,  BRISTUL 
NAGALLA,  LAKSHMAN  R,  BRISTOL 
NEELY,  E R,  KINGSPORT 

NICHOLS  JR,  JAMES  8,  KINGSPORT 
NICLEY,  FLOYO  EDWARD,  HRISTOL 
NORTHROP,  ROBERT  EDWARDS,  KINGSPORT 
NOWLIN,  WADE  HAMPTON,  BRISTUL 
OLNEY,  LA  VERNE  E,  KINGSPORT 
OWEN,  C RICHARD,  KINGSPURT 
PATTON,  CHARLEY  MACK,  KINGSPORT 
PATTON,  ROBT  CARROLL,  KINGSPURT 
PEARSON,  RANDALL  EUGENE,  KINGSPORT 
PEAVYHCUSL,  JOEL  0,  KINGSPORT 
PERDUE  SR,  JOHN  MARVIN,  KINGSPORT 
PEREZ  JR,  RUPERTO  E,  KINGSPORT 
PERLMAN,  PAUL  ELLIOT,  KINGSPURT 
PETTIGREW,  JAMES  ANDREW,  BRISTOL 
PHILLIPS,  JAMES  H,  KINGSPORT 

♦ POWERS  JR,  JOHN  S,  KINGSPORT 
PKOPPER,  NORMAN  S,  KINGSPORT 
REOOICK,  LOVETT  P,  K INGiPCRT 

♦ REED,  JUHN  S,  KINGSPORT 
REIFF,  ROBERT  H,  KINGSPURT 
RENFRO,  CLAY  ARLEN,  KINGSPORT 
REPASS,  ROBT  A,  BRISTOL 
REYNOLDS  JR,  LESLIE  b,  KINGSPORT 
RIDGE  WAY,  NATHAN  AL  V A Hi  , KINGSPORT 
R0R9INS,  JEFFREY  PHILIP,  BRISTOL 
ROBERSON,  TRAVIS  HUBERT,  CHURCH  HILL 
ROGERS,  MALCOLM  E,  KINGSPORT 
ROLEN,  ALVIN  LURRY,  BRISTOL 
ROSSER,  HUBERT  A,  KINGSPORT 
RUCKER,  THOS  NELSON,  KINGSPURT 
SALCECO,  JULIO  A,  KINGSPORT 
SARGENT,  JEFFREY  DALE,  BRISTOL 
SCHER"ER,  WILLIAM  J,  BRISTOL 
SCHILLING,  DAVID  E,  CHURCH  HILL 

♦ SCHMIOT,  WMF,  HR ISTOL 

♦ SCRIBNER,  WALTER  E,  TAMPA,  FL 
SEWELL,  DAVID  H,  KINGSPURT 
SIDES  JR,  PAUL  J,  KINGSPURT 
SIKORA,  FRANK  STEVFn,  BRISTUL 
STMS,  HARULD  A,  BRISTOL 
SLAUGHTER,  FREDERICK  0,  HRISTOL 
SLOCUM,  CARL  WM,  KINGSPURT 
SMIOOY,  JUS  fRANKLIN,  KINGSPURT 
SMITH,  GALEN  R,  KINGSPORT 
SMITH,  LYLE  R,  KINGSPORT 
SMITH,  RONALD  STEVEN,  KINGSPURT 
SMITH,  WARREN  YOUNG,  KINGSPURT 
SMITH,  WILLIAM  OAVIO,  BRISTUL 
SOBEL,  ABRAHAM  ISAAC,  KINGSPURT 
SOLOMON,  DALE  E,  KINGSPORT 
SPEAR,  JOHN  MICHAEL,  B R I T S OL 
SPRINGER,  DOUGLAS  JOHN,  KINGSPORT 
STONER,  BRADY  B,  BRISTOL 
STRADER,  LORENZO  0,  BRISTCL 
STRANG  JK,  RUBERT  T,  KINGSPURT 
STRANG,  ROBT  TUDOR,  KINGSPORT 
STUBBS,  HAL  SESSION,  BPISTUL 
SULKOwSKI,  VIKTOK  P,  KINGSPURT 
SULLIVAN,  HUGH  MILTON,  KINGSPORT 
SULLIVAN,  MICHAEL  JUDE,  KINGSPORT 
TALTON  JR,  BRUOKS  M,  KINGSPORT 

♦ TODO,  THUS  C,  BRISTUL 
TOOTHMAN,  CLARA  J,  BRISTOL,  VA 
TURNER,  HARRISON  0,  KINGSPORT 
VALOES-ROURIGUFZ , ANTONIO,  KINGSPORT 
VANCE  JR,  FREDERICK  V,  BRISTUL 

♦ VANCE,  DOUGLAS  OORIOT,  BRISTUL 

♦ VERMILLION,  JAMES  S,  KINGSPORT 
WAOEWITZ,  PETER,  KINGSPURT 
WESTERFItLO,  LARkY  H,  KINGSPURT 
WESTMORELAND,  DENNIS  G,  KINGSPORT 
WHISNANT,  WM  HOWARD,  BRISTOL 

♦ WHITAKER  JR,  SIDNEY  S,  BRISTUL 
WHITT,  HIKAM  JACKSON,  KINGSPORT 
WIRE,  SIDNEY  ALFRED,  BRISTOL 

♦ WILLIAMS,  HOMER  P,  BRISTUL 
WILLIAMS,  jnAN  THUMPSQN,  BRISTOL 
WILLIAMS,  ROBT  HERMAN,  KINGSPORT 
WILSON,  EARL  K,  BRISTOL 

♦ WILSON,  JOHN  AARON,  KINGSPORT 
WIN50R,  MICHAEL  JON,  KINGSPORT 
WOLFE , JAMES  w,  GATE  CITY,  VA 
WRIGHT,  BARRY  E,  HRISTOL 

WYKER,  ARTHUR  TOWNSEND,  KINGSPORT 
YOUNG,  RUTH  T,  KINGSPORT 
Z A I 0 I , SARFRAZ  A L I , BRISTOL 

SUMNER  COUNTY  MEDICAL  SOCIETY 

BARTER,  JOHN  G,  GALLATIN 

BLACKSHEAK,  J R,  LAFAYETTE 

BROWN,  LLOYD  TYNTt,  GALLATIN 

CAGLE,  OIEORE,  GALLATIN 

CALOWELL,  WILLIAM  RUOULPH,  GALLATIN 

CAREY  JR,  JACK  WILLARO,  HARTSVILLE 

CARTER,  THOS  FOSTER,  WESTMORELAND 

CASE  JR,  KENNETH  RYON,  GALLATIN 

COX,  JCE  DAVID,  GALLATIN 

DALLAS  JR,  ANTHONY  V,  HENDERSONVILLE 

♦ OITTES,  ALBERT  G,  PORTLAND 
FLYNN,  JUHN,  HE  NO E R S U N V I L L E 
GOODIN,  ELLIS  LEN,  GALLATIN 
HILL,  TED  W,  GALLATIN 
HOOPER  JR,  H WAYNE,  GALLATIN 
HOOPER,  HALDEN  WAYNE,  GALLATIN 


HUFFMAN,  CHAKLFS  L)  , HE  NUE  R S UN  V I LL  E 
karalakulasingam,  rajah,  portlanu 
KFLLfcY,  I K A N,  CARTHAGE 
KING,  A SI ONt  Y , GALL  A T I N 
L A 00 , JAMtS  TRUHLE,  PORTLANU 
LANZ,  ELwIN,  HENUERSUNV  ILLE 
LILLY,  JAMES  AARON,  GALLATIN 
"ASSEY,  WM  RUE,  GALLATIN 
MCALEAVY,  JOHN  C,  HI  NOtkSONV I LLE 
MCOANIEL,  ROBERT  E,  GALLATIN 
MCC.RIFF  JR,  JA-ES  E,  GALLATIN 
MCNULTY,  JOHN  P,  PORTLAND 
MILLER,  RUNALU  V,  GALLATIN 
MITCHELL,  ROBERT  T,  GALLATIN 
PARSH,  PRAHM  S»  GALLATIN 
PONCE , LU,  PORTLAND 
ruark,  CHAKLts  s,  old  hickory 
RUCKLt  , R H , POr  TL  AND 
SANOERS.  CLAktNCt  RAMEY,  GALLATIN 
SIMONTON  JR,  RALPH  R , PORTLAND 
SPENCER,  CHARLtS  NORMAN,  GALLATIN 

* STEPHENSON,  WALTER  H,  GALLATIN 
STEWART,  wM  0 A V I ) , GA1LATIN 
THOMPSON,  JUHN  K,  GALLATIN 
TOOD,  M ALFRED,  GALLATIN 
TORMES,  EELIx  R,  HENDERSONVILLE 
TROOTT  JR,  JAILS  R,  GALLATIN 
WALLACE,  JOHN  B,  GALLATIN 
WIBB,  ROBERT  T,  GALLATIN 
WEBSTER,  ROBT  CLAYTON,  GALLAMN 
WESLEY,  RAYMOND,  H E N L E R SO N V I L L E 

TIPTON  COUNTY  MEDICAL  SOCIETY 

A ALFXANOER,  WARREN  ALISON,  COVINGTON 
BEASLEY,  J I M M I R L,  CUVINgTOn 
BOLTON,  TRAVIS  L t ON , COVINGTUN 
BROEEITT,  SAMUEL  L,  COVINGTON 
CANNON  JR,  JESSf  J.  COVINGTUN 
FISCHL,  HENRY  J,  cuvingtcn 
GODOE,  FLETCHER  HOWARD,  MILLINGTON 
HO  , JLINN  H,  M I LL I NG TUN 

* HYATT,  NORMAN  LYLE,  COVINGTUN 
JANOVICH,  JOHN  R,  COVINGTON 
MATTHEWS,  JUStPH  wAPKbT,  COVINGTON 
MCCULLOUGH,  HlLLIt  S,  COVINGTUN 

A RUFFIN  JR,  JAMTS  S,  COVINGTON 
VAUGHN,  HUGH  ,YNN,  hUNFlIKC 
VIPRAKASIT,  EiSJI,  COVINGTON 
VIDPAKASIf,  SUTTIwARA,  CUVINGTON 

» WITHERING TON  JR.  A S,  MunEURU 
WITHER INGTON,  JAMES  0,  C L V I NG  TON 

WARREN  COUNTY  MEDICAL  SOCIETY 

BEATTY,  BRIAN  C.  INNV ILLt 

RIGHEE,  WALLACE  BURNS,  MCMINNVILLE 

BRATTON,  OAVIO  M,  *C  M I NN  V I LLE 

BU  P C K J°,  H A K K Y !,  MCMINNVILLE 

CATFN,  JOSFPn,  MC'MNNVILLE 

DAVIS,  W GLENN,  MCMINNVILLE 

DEL  VALLE,  RcNE  CARLOS,  MCMINNVILLE 

FISHER,  JOS  E,  MCMINNVILLE 

CAW,  J C,  MCMINNVILLE 

GLOVER,  DANNIE  wELOEN,  MCMINNVILLE 

HARRIS,  HJYT  L,  " C “ I N N V I L L E 

HAYNES,  DOUGLAS  B k AND  T , MCMINNVILLE 

HIGGINS,  LAURA,  MCMINNVILLE 

JACOBS,  G JACkSOn,  MCMINNVILLE 

JENKINS,  JIMMY  E,  mCm I NNV ILLE 

* KNOCHS,  ULDIS  A,  PALM  CUAST,  FL 
KNOWLES  JR , wILLlA-  w,  SMITHVILLE 
LEY,  JOSEPH  ANTHONY,  ML  " INNV ILLE 

M C A P E E , wl.NOtLL,  MCMINNVILLE 
MU ORE,  JAMES  L,  MCMINNVILLE 
MUKHERJI,  RArUNIIIIYA,  M L M INNV  ILLt 
PEOIGU,  THURMAN  L t E , MCMINNVILLt 
PHILLIPS,  JAMES  EUGENE,  ERANKLIn 
PRUETT  , J BRUCE.  MCM INNVlLLt 
RACSOALf,  TOMMY  MAC,  MCMINNVILLt 
RHINEHART,  MAKGRET  WkENN,  SPEMCtR 

* SMOOT,  BETHEL  CAMPBELL , MCMINNVILLE 
SPIVEY,  OSCAR  SMITH,  MCMINNVILLt 
TROOP  JR,  JUL  RAYMONG,  MCMINNVILLE 
WHTTMCRF , MARs  ALLAN,  MCMINNVILLL 
WINTERS,  DEBUSAH  ANN,  mcmINNvILLc 

WASHINGTON-UNICOI-JOHNSON  COUNTY 
MEDICAL  ASSOCIATION 

A H M A 0 , I R S H A 0 , JOHNSON  CITY 
A L I , MCHMEO  E,  JOHNSON  CITY 
ALISON,  HAROLD  w,  JOHNSON  CITY 
ALLEN,  CHAS  EUwARU,  JOHNSON  CITY 
ALLFN,  ROBERT  C,  JOHNSON  CITY 
AMFS,  GREGORY  GINE,  JONESBORO 
BAILEY  JR,  WILLIAM  P,  JOHNSON  CITY 
BATTLE  JR,  JAMES  WAYNt,  JOHNSON  CITY 
BATTLE,  GAY  KIRChnER,  GRAY 
BEAVER,  WALTER  RICHARD,  JOHNSON  CITY 
BERRY,  BUYCF  M,  JOHNSON  CITY 
BERTOTTI,  "AKIAN  L,  JOHNSON  CITY 
HUREL,  TEkRY  L.  JOHNSON  CITY 
BOPTHWICK,  THOMAS  R,  JOHNSON  CITY 
BOwIE,  RICHARD  R,  JOHNSON  CITY 

* BOWMAN,  JUSEPH  R,  SINGER  ISLAND,  FL 
BOX,  STEPHEN  T,  JOHNSON  CITY 

BR 10 G FORTH  Jk , wM  ADAMS,  JOHNSON  CITY 
BROWN  JR,  PAUL  EUwARU,  JOHNSUN  CITY 

* BROWN,  GEu  HENDERSON,  JOHNSON  CITY 
BUDD,  DUANE  COLEMAN,  JOHNSON  CITY 
BURNETT,  HARULD  * , JOHNSON  CITY 


BUSH.  CARY  EUwARU.  KINGSPORT 

* CA“PHELL,  E MALCOLM,  JOHNSON  CITY 
CANCELLAKO,  LOUIS  A,  JOHNSON  CITY 
CARAVELLO,  PETER  M,  JOHNSON  CITY 
CLARK,  »UBT  L,  JUHNSUN  CITY 
CLAYTON,  THOMAS  V,  ANDREWS,  NC 
COLE,  CHAS  PITTMAN,  JOHNSON  CITY 
COLINGFR  JR,  JODI)  WALTON,  EKwIN 
CONE,  WILLIAM  JOSEPH,  JUHNSUN  CITY 

coocan,  Philip  s,  Johnson  city 

* CUSRY  JR,  LEwlS  E.  JOHNSON  CITY 
COSTNER.  ALFRED  NIXON,  J L HNS  ON  CITY 

* CROCKETT,  DOUGLAS  HARMAN,  JIlhNSUN  CITY 
CULPEPPER,  DUNN  Ik!,  JOHNSON  CITY 

CUPP  JR,  HORACE  BALLAkl),  JOHNSON  CITY 
DAVID,  DANIEL  J,  JOHNSON  CITY 
DENNIS,  ROBT  G.  JOHNSON  CITY 
DEWIT.  ALBERT  INF,  JOHNSUN  CITY 
DEWITT,  JAN  ALLEN,  JUHNSCN  CITY 
DHALlwAL,  AVTAR  SINGH.  JOHNSUN  CITY 

* 00  A K , ALFRLU  o,  JUHNdCN  CITY 
DOANE,  DAvIO  G , JOHNSON  LITY 
OUSSETT  J,<  , BUR'., IN  f , JOHNSUN  CITY 
DOUGLAS,  HfcRSCHEL  L,  JOHNSON  CITY 
OkUMR  IGHT , CURTIS  K,  JOHNSON  CITY 
DUNK  EL  PERCE R,  BRIAN  H,  JOHNSUN  CITY 
EDENS,  EKED  R,  JOHNSON  CITY 

EO WARDS,  THOMAS  A,  JUHNSUN  CITY 
ELLIOTT,  KICHAR!)  LEVERE,  JOHNSON  CITY 

* ELLIS,  “ACKINNON,  (,KAY 

FISH,  CHAS  AtiRAH/.M,  JUHNSCN  CITY 
FREFMON,  UAVIG  NOBU . JOHNSON  CITY 
FRIZZELL,  BYRON  «,  JOHNSUN  CITY 
FULTON,  LYMAN  SVM:[),  MOUNTAIN  HUME 
GAGE  , KATHLEfN  JUHNSUN  CI1Y 

* GARLAND,  NEWTON  EarR,  JUHNSUN  CITY 
GIBSON  JR,  JamIS  n,  JOHNSON  CITY 
GILLETT  JR,  K CLARK.  JOHNSON  CITY 
GODFREY,  JAMts  HOtlGE  , JOHNSON  CITY 
GOFEIN,  ElOYO  p,  JOHNSON  LITY 
GORDON  JK,  LAwRENCE  I , JUHNSUN  CITY 
GOULD  I NC  III,  CLarE-NCE  t,  JOHNSUN  CITY 
GOULD ING  JR,  CLARENCE  F,  JOHNSON  CITY 
GRAHAM,  LARRY  GIuL.  JOHNSON  LITY 

* GRESHA“,  t M A S SUMNER,  JuHNSlIN  CITY 
GUBLF.K.  ROBT  JAY,  JOHNSON  CITY 
HALL,  PEN  UAVIO,  JOHNSON  CITY 

H A M 0 Y , PUNALJ  C.  JOHNSON  CITY 
HAMFL,  STEVEN  C.  JOHNSON  CITY 

* HANKINS,  WALTER  U-jUGLAS,  JOHNSON  CITY 
HARRIS,  ARTHUR  SALE,  JOHNSON  CITY 
HARTLEY,  FREDERICK  C,  JUHNSUN  CITY 

* HARVEY,  k;jp  T h , t R w 1 N 

HAWS,  CLAUDE  L,  JOHNSON  CITY 
HEINTZ,  RICHARD  BRUCE , JOHNSON  CITY 
HEMPHILL,  C H k IS  ii,  JUHNSLN  CITY 
HILLMAN,  CHAS  HARLAN,  JUHNSUN  CITY 
HINFS  JR,  RUB  L R T STICKLEY,  JUHNSUN  CITY 
HINTON,  PHILIP  J,  JOHNSON  CITY 
HIJLMtS,  HOwAkd  BF  NT  ON,  KY 

HULSEY  JR,  RUYCE  L,  ELIZaBEThTON 
HOWFLL.  MARK  ALLAN,  JOHNSON  CITY 
HUDDLESTON,  SA"  ,,  JUHNSUN  LITY 
HUDSON,  LA'RRY  0,  JOHNSON  CITY 
HUTCHINS,  ROOT  GORDON,  JUHNSUN  CITY 
HYOER  JR,  NAT  EOLnS,  JOHNSON  CITY 
JERMGAN,  THJKAS  w.  JOHNSON  CITY 
JUHNSON  J*,  FRANK  P,  JOHNSON  CITY 
JOHNSON,  LALY  IN  JOHN,  JOHNSON  CITY 
JOHNS  CN.  JOHN  (.  , JOHNSON  CITY 
JUNES,  0 / v II)  w,  JOHNNON  CITY 
JORDAN  JR,  i.  COLlI'-R,  Johnson  CITY 
KAPOOR,  J V I L , JOHNSON  CITY 
KENNEDY , - M ENNIS.  JCHNSCN  CITY 

KIMBROUGH,  BAkbAkA  0,  JOHNSUN  CIIY 

KIMBRCOCH,  STEPHtS  M,  JOHNSUN  CITY 

KINCAID.  WM  rALPH,  JUHNSUN  LITY 
LANG,  EURREST,  JOHNSUN  LITY 
LAwSON,  EL  I Z ABF  T H ANNE  , JOHNSUN  CITY 
LAWSON,  JO  UN  FULLER  , JUHNSON  CITY 
LINES,  LAURENCE  G « JUHNSON  CITY 
LLOYD,  JALOUeUN'I  JORDAN,  JOHNSON  CITY 

0 LONG,  CARROLL  HARDY,  JOHNSUN  CITY 
LOPEZ,  ALEO.NSt)  0,  JOHNSON  CITY 
LURIL,  OAVIO  P,  JOHNSON  CITY 
maOEN,  WILLIAM  L,  JOhNSON  CIIY 
MAHONtY,  JAMES  CO'JPER  , JCHNSllN  CITY 
maTHES  JK,  pm  T.  JOHNSON  CITY 
MCCOY,  SUt , JOHNSON  CITY 
MCGINNIS,  THOMAS  BRYAN,  JOHNSON  CITY 
MCGCwAN  Jk,  lyINEORO  K,  JCHNSON  CITY 
MCGDwAN,  JOOS'IN  Ci  JUHNSUN  CITY 
“CGOwAN,  RONALD  L,  JUHNSUN  CITY 

* MCKEF , THOMAS  RRtSTON,  JOHNSUN  CITY 
MEEKS,  EOwIfl  A,  JOHNSON  CITY 
MEHTA,  JAYANT  R , JOHNSON  CITY 

* METTETAL,  RAY  WALLACE  , JCHNSON  CITY 

michal,  mary  l.  j n hn s o n city 
miller,  JOHN  MO  CLrLLAN,  JOHNSON  CITY 

* MILLER , w RUTLEOGL,  BLOWING  ROCK,  NC 
MOCICA,  LOUIS  A.  MOUNTAIN  HOME 
MIJFFAT  T,  LAwKENCt  STkUNC,  JUHNSON  CITY 
MUNTENFORO,  ERANKLIn,  JUHNSUN  CITY 
MORGAN  JR,  (.ALVIN  Vtkt,  JOHNSON  CITY 
MORRISON  JK,  RICHARD  S,  JCHNSON  CITY 
MUSS  JR,  HARRY  CUwAN,  JUHNSUN  CITY 

- I10UW,  LOREN  J,  JUHNSUN  CITY 
MYERS.  TEkRY  L,  JOHNSON  CITY 
NERY-MANALU.  NORA,  JUHNSON  CITY 
OLIVA,  PETER  A,  JOHNSON  CITY 

* OLSEN,  UPLAND  STtNBERG,  JOHNSON  CITY 


774 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


OW  A I S , CAROL  F,  JOHNSON  CITY 
OWAIS,  WISAM  N,  JOHNSON  CITY 
PARKER  JR,  CHAS  0,  JOHNSON  CITY 
PATEL,  PRAVINCHANOKA  H,  COLUnBUS,  GA 
PEARSON,  JAMES  M,  JOHNSON  CITY 
PILLINGER,  LYNN  E,  JOHNSON  CITY 
PITTS  JR,  WESLEY  M,  JOHNSGN  CITY 
PLATT,  JOHN  P,  JOHNSON  CITY 
POLK,  T ALLFN,  PINEY  FLATS 

♦ POTTER  JR,  THOS  P,  JOHNSON  CITY 
POWELL,  R PAGE,  JOHNSON  CITY 
RANGE,  JAMES  JACOB,  JOHNSON  CITY 
RANNICK,  GILBERT  A,  JOHNSON  CITY 
REECE,  RICHAkO  R,  JOHNSON  CITY 
REGACHC,  CONCEPCION  A,  JOHNSON  CITY 
REISTER  III,  HENRY  C,  JOHNSON  CITY 
RICHARDSON,  b A,  JOHNSON  CITY 

ROE,  DAVID  P,  JOHNSON  CITY 

♦ ROFFIN,  CLARENCE  LEE,  JOHNSON  CITY 

♦ SAMS,  JAMES  MAC,  JOHNSON  CITY 
SAOFR,  CURTIS  M,  JOHNSON  CITY 
SCHMFFL,  k MALCOLM,  JOHNSON  CITY 
SCHMIDT,  LAWRENCE  W , JOHNSON  CITY 

♦ SCHOLL,  GEO  KENNETH,  JOHNSON  CITY 
SCHUELLER,  WM  ALAN,  JOHNSON  CITY 
SHELTON,  ALVIN  DILLARD,  JOHNSON  CITY 
SHEPARC,  FRANK  MICHAEL,  JUHNSON  CITY 
SHERROD,  HOWELL  HUOO,  JUHNSON  CITY 

♦ SHOLES  JR,  PILLAR!)  M,  JOHNSON  CITY 
SIDKY  AFIPI,  MAHMUUO,  JUHNSON  CITY 
SMITH,  J KELLY,  JOHNSON  CITY 
SMITH,  RICHAkO  S,  KINGSPURT 
SOIKE,  DAVID  k , JOHNSON  CITY 
SPANNOTH,  C L,  JUHNSON  CITY 
SPFNCE,  GEURGE  [AN,  JOHNSON  CITY 
STANTON,  PAUL  EUGENE,  JUHNSUN  CITY 
STEFFNER,  EDwAPD  BENJ,  JOHNSUN  CITY 
STEIN,  MICHAtL  A,  JUHNSON  CITY 
SYKES,  TED  FOkO,  JOHNSON  CITY 
THOMAS,  EAPEN,  JOHNSON  CITY 

THUR  CF  KUOS,  PAUL,  JOHNSON  CITY 
TURNBULL,  JAMES  MCJANNFTT,  JOHNSON  CITY 
VANDIVER  JP,  CLAYTON  J,  JOHNSUN  CITY 
VANDIVER,  SCOTT  L,  JUHNSUN  CITY 
VARNEY,  FRANK  T,  JOHNSON  CITY 
VERMILLION,  STANLEY  E,  JUHNSUN  CITY 
VOTAW,  MAY  LOUISE,  JOHNSON  CITY 

♦ WAGGONER,  HARRY  N , JUHNSUN  CITY 
WALTERS,  PHIL  VERNON,  JUHNSON  CITY 
WEBR,  CLINTON  STEVE,  JUHNSON  CITY 

♦ WEST,  FOwARO  T,  JUHNSON  CITY 
WHITE,  NORMAN  RUGFNF,  JUHNSUN  CITY 


WHITSCN,  MICHAEL  L,  JOHNSON  CITY 
WILEY  JR,  w M ARTHUR,  JOHNSON  CITY 
WILLIAMS,  G ALEX,  JOHNSON  CITY 
WILLIAMS,  HENRY  JACKSON,  JOHNSON  CITY 

* WILSON  Jk,  JOHN  M,  JOHNSON  CITY 
WILSON,  DAVID  M,  JOHNSON  CITY 
WILSON,  G DEAN,  JOhNSON  CITY 
WILSON,  JAMES  MARION,  JOHNSUN  CITY 
WILSON,  RijBIfi  TfRRELL,  JOHNSON  CITY 

* WILSON,  SHELBURNE  0.  JOHNSON  CITY 
WITT,  PETER  C,  JUHNSON  CITY 

* WUFFURC  , LHAS  PARKER,  JUHNSUN  CITY 
wonn,  JAMES  EOWLE,  JOHNSON  CITY 
WOOD,  WILLIAM  G,  JOHNSUN  CITY 
WYCHL,  DONALD  B,  JOHNSON  CITY 
wYCHF,  MakY,  JOHNSON  CITY 

WHITE  COUNTY  MEDICAL  SOCIETY 

ALLEN,  WILLIAM,  SPARTA 

* ANDREwS,  w H,  SPARTA 
BAKER,  ROcERT  F,  SPARTA 
BRADLEY,  uONALO  HUGHES,  SPAkTA 
DRAKE,  ALhN  , SPAwTA 

HOYT,  ROBERT , SPARTA 
JUHNSON,  JOEL  F,  SPAkTA 

* MITCHELL,  Charles  A,  SPARTA 
NESHETT,  ttlLLY  C,  SPARTA 

* ROBEPTS,  CHARLES  B,  SPARTA 
SMITn,  LEIGH  TUN  n , S PART  A 
WALL,  CEUkGE  T,  SPAR.IA 

WILLIAMSON  COUNTY  MEDICAL  SOCIETY 

BETHUkUM,  f,L»A  JEFFERSON,  FRANKLIN 
BROOKS,  ARTHUR  SCOTT,  FRANKLIN 
CLARK!  , LUIS,  EraNRL  IN 
C 0 GGE  SHALL , JACK  *,  FRANKLIN 
CURTIS,  SHANNON.  FRANKLIN 
OUOGt.  kennFTh  krENTON,  FRANKLIN 
DUNCAN.  JOHN  w,  FRANKLIN 
FV INS,  STARLING  CLAUDE,  FRANKLIN 
FERRELL,  M CRAIG,  FRANKLIN 
GREER,  FULTJN  - , FRANKLIN 
4 GUEEEE,  HARRY  JASPER,  COLLEGE  GROVE 
HALEY,  FRED  L,  FRANKLIN 
MALLICAY,  wILLI AM  R , NASHVILLE 
himmelearb,  Elliot  hakvey,  franklin 

HULL1STFR,  ROUT  MORRIS,  FRANKLIN 
HUTCHESON  JR,  KOBE  iIENRY.  FRANKLIN 
IHLE,  CHRIST. IPHEk  LANCDOn,  ERANivLIN 
janTZ,  Thomas  Augustus,  Ekanklin 

KENNEDY,  JAMES  S,  FRANKLIN 


LANE,  RICHARD  GEOFFREY,  FRANKLIN 
LANGFORO,  MICHAEL  D,  FRANKLIN 
LEE,  ANTHONY  JOEL.  FRANKLIN 

lucre,  juel  R,  franklin 

MANSON,  JAKES  FOwARO,  FRANKLIN 

mcchrmick,  maky,  Ekanklin 
MCDANIEL,  WILLIAM  R.  BRENTWOOD 
MENEELY,  RAYMOND  L.  FRANKLIN 
McTTLTAL  JR,  RAY  W.  FRANKLIN 
MILLlk,  PHILIP  G.  FRANKLIN 
MISHU,  MunA  KIR"A,  BRFNTwOOD 
MULLINS,  w M I l H A E L , FRANKLIN 
NAGY,  PUPA,  FRANKLIN 
NFTHERTON,  CYNTHIA  L,  EkANKLIN 
OLDHAM,  RUBFkT  Kl.NNETH,  FRANKLIN 
OMOHUNCRO  III,  JOHN  M,  FRANKLIN 
iIRR,  CCUGLAS  wAYNE.  FRANKLIN 
PARSONS,  PAOL  0,  FRANKLIN 
RHEA.  KARLN  ANN,  FRANKLIN 
RUSSELL,  HENRY  P,  E»  jnkl  IN 
savage,  h bryant,  Franklin 
STIL'wFLL  JR,  CHARLES  A,  FPANKLIN 
WALLwLiRK,  J CALEB,  n KCNTnOOn 

williams,  wayht  Patrick,  franklin 

WILLOUGHBY,  JUS  LECPlk,  FRANKLIN 
YORK,  DOUGLAS  ClIFT. IN,  FRANKLIN 

WILSON  COUNTY  MEDICAL  SOCIETY 

ANDFkSCN,  KENNETH  w,  LEBANON 
BPADSHAw  JR,  J A m F S C,  LEBANON 
BRYANT,  JUF  FRANK,  LEBANON 
Coleman,  jack  a , Lebanon 
Ferguson,  morris  u*-an,  llpanun 
gpfgoky,  kwlly  g,  Lebanon 

CRI"F,  HAKVFY  H,  LEBANON 

* KASH,  ROSCUE  CONrLING,  LEBANON 

4 LEATHERS,  jamlS  PORTtR,  LEBANON 
LOVELkSS  JR,  JAMES  ALVA,  LEBANON 

* LOWE,  CHARLES  T,  LEBANON 
MARTIN,  GEORGE  C,  LEBANON 

* MCFARLAND,  SwR  H,  LEBANON 
MCKINNEY,  ROGER  L,  LEBANON 
MORRIS  II,  JAMES  w,  LEBANON 
PURYEAR,  THOS  RICriA-’u,  LEBANON 
ROBERTSON,  Gt.H  wm,  L E B A N C N 
ROGFRS,  CARL  -,  LEBANON 

SMI  Tee,  Sammy  ",  LEBANON 

* Sw'N,  John  L,  Lebanon 

4 TILLEY,  JOHN  HILL.  LtflA.NGN 
4 TURNER,  ROBERT  PHILLIPS,  NASHVILLE 
wIGGINS.  BERNARD  A,  LEBANON 
wOOOS  JR,  uE/iTfk  LEVtwT,  LEBANON 


DECEASED  PHYSICIANS— 1987 


AO  A MS  JR,  JESSE  EARL.  CHATTANOOGA 
ARMSTRONG,  JONATHAN  J,  LOCKOUT  NTS 
AUSTIN  III,  KlCHARO  b,  CLARKSVILLE 
BEENE,  THOS  KEITH,  KNOXVILLE 
BELL,  JAMES  SPENCER,  MEMPHIS 
BOOTH,  JAMES  LIVINGSTON,  MEMPHIS 
BRITTINGHAM,  THOMAS  E,  FURT  wORTH,  TX 
BUTLER,  HARVEY  ELLSWUKTH,  NASHVILLE 
COBB,  MALCOLM  F,  KNOXVILLE 
COWLES  JR,  RUBT  S,  GREENEVILLE 
CRECRAFT,  HAROLD  JAMrs,  NASHVILLE 
DISMUKES,  DON  ELMU,  MEMPHIS 
DORRIS,  EARL  OENTUN,  NASHVILLE 
ENCKE,  WM  F,  FRANKLIN 
EVANS,  GRAYOON  RAOEp,  MOSHEIM 
EVANS,  JOHN  U,  MEMPHIS 
FARRAR,  HUWARI)  A,  MANCHESTER 


FINKS,  RUBT  "ARK,  NASHVILLE 
GAR  ONE  R , JAMES  COLLIE,  NASHVILLE 
GRANT,  V"  CRAIG,  MEMPHIS 
GREGORY,  SOI  L b Y JAMES,  t L I / Ah  E TUT  II N 
GRIFFITH  JR,  JOHN  W,  NASHVILLE 
HALF,  JAMES  U,  JOHNSON  CITY 
HALPkIN,  GFRALi)  "YRON,  NASHVILLt 
HARDY,  WALTER  S t,  KNUXVILLE 
HIPBITTS  JR,  JOSIAH  M,  NASHVILLE 
HOUSE,  JUHN  0,  CHATTANOUGA 
ISBELL,  D,  CHATTANOOGA 
JOHNSGN,  THOMAS  w,  GROVE,  OK 
MANNINC.  JOHN  FRANKLIN,  MARYVILLL 
MCKEE,  EMBRY  A R Nil  L 0 , NASHVILLE 
MOHLER  JR,  EBERT  M,  KINCSPCRT 
MOORE  JP,  OLYN  EREO,  OYLRSPUKG 
MOORE,  HARRY  T,  NASHVILLE 


PAINE,  THU -AS  F.  NASHVIlLF 
P L I T M A N , GERALD  I K A , MEMPHIS 
PRICE,  KM  HOUSTON,  LUfJKOUI  MEN 
RAY,  THUS  LAFAYETTE,  KNOXVILLE 

shfridan,  wm  jos,  Chattanooga 

SHORNFY,  BRIAN  T.  NASHVILLE 
SIMMONS.  ALVIS  DAVID,  CUkRYTUN 
SLAWSON  Jr , HI  NKY  THOS,  MEMPHIS 
SMITH,  HENRY  CARROLL,  NASHVILLE 
S-ITH,  JOS  RAY,  PARIS 
SUMMERS,  GEOkGF  w,  MURRISTOwN 
STANBERY,  wM  CECIL,  CLEVELAND 
THROWER,  wENUELL  B,  SEwanEE 
THURMOND,  ENOS  C.  makTIN 
TIRRILL  JR,  wILLAKO  0,  NASHVILLE 
WALKER.  RICHARD  PARISH,  MEMPHIS 
WEST,  FREDERICK,  KNOXVILLE 


DECEMBER,  1987 


775 


INDEX  TO  VOLUME  80 


PAGES  BY  ISSUE 


January  1-56  May  . 

February  57-120  June  . 

March. 121-188  July.. 

April 189-254  August 


255-320  September 515-582 

321-390  October  583-650 

391-454  November  651-720 

455-514  December  721-784 


Adams,  Jesse  E,  III 667 

Ahlgrim,  Wendy  J 407 

Avery,  J.  Kelley 36,  96,  164,  225, 

296,  425,  487,  502,  556,  615,  693,  738 

Baxter,  Jane  297 

Beck,  Leif  C 19 

Benson,  Narsh  D.,  II 732 

Blanton,  Frank  S.,  Jr 138 

Bolton,  Allen  554 

Brott,  Walter  H 222 

Brown,  Lytle 483 

Burdette,  James  A 502 

Burkett,  Luther  L 22 

Burns,  Gayanne  710 

Burns,  R.  Phillip  667 

Callahan,  Fred  33 

Cardwell,  Michael  S 201, 473 

Carlson,  Brian  R 597 

Cartwright,  Peter  S 141 

Coates,  Griffin  R 155,  421 

Cobb,  Rudy  T 677 

Cole,  F.  Hammond,  Jr 267 

Cushman,  Arthur  R 597 

Dao,  Anh  H 141 

DeBold,  C.  Rowan  139 

Denton,  Sissy  273 

Dross,  Peter  E 674 

Elkins,  Louis  E 550 

Elson,  Melvin  L 535 

Erickson,  Susan  223 

Ettinger,  David  A 277 

Fabian,  Timothy  C 293,  414,  483 

Farnum,  James  B 270 

Feman,  Stephen  S 407 

Ferrell,  C.  Lee  603 

Fleshood,  Lee 297 

Francisco,  Jerry  T 475 

Galyon,  James  T 305,373,435, 

497,  565,  625,  703,  745 

Gammill,  Stephen  L 31,  423,  736 

Garber,  Brian  H 222 

Garovich,  Michael  C 33,  92,  159 

Garrett,  Arthur  R.,  Jr 209 

Gentile,  Douglas  A 469 

Glassford,  David  M.,  Jr 273 

Glick,  Alan  D 597 

Graber,  Alan  L 9 

Granda,  Antonio  M 535 

Grossman,  Laurence  A 478 

Gwaltney,  David  N 138 

Hagan,  John  603 

Hafl,  David  P 155 


INDEX  OF  AUTHORS 


Hamner,  H.  Wentzell  603 

Hancock,  David  603 

Hardy,  Robert  E 17 

Harland,  Mark  297 

Harruff,  Richard  C 475,  603 

Hays,  Ann 267 

Hiatt,  Roger  L 403 

Higgs,  Bobby  C 69 

Holbert,  Thomas  R 409 

Holcomb,  George  W.,  Ill 72 

Hotchkiss,  William  S 537 

Howell,  Everette  1 159 

Huang,  Paio  Fu  270 

Hutcheson,  Robert  H 34 

Isaacson,  Michael  L 282 

Jackson,  Joseph  G 31 

Jayakody,  Frank 310 

Jennings,  Henry  S.,  Ill  273 

Jerkins,  Gerald  R 533 

Keller,  Gregory  407 

Kirkpatrick,  Robert  D 707 

Klein,  Frederick  A 550 

Kochtitzky,  Morse  177 

Konetzny,  Anna  H 529 

Konetzny,  Tanja  K 529 

Kossmann,  Charles  E 22,  282 

Lackey,  Lebron  411 

Lakshman,  Sankar 160 

Lands,  Ronald  H 135 

Lea,  John  W.,  IV 273 

Loveless,  Scott  423 

Lowry,  Kermit,  Jr 138 

Luckmann,  K.  F 178 

Maden,  William  L 671 

Mangiante,  Eugene  C 293,  483 

Martins,  Manny  297 

Mauer,  Alvin  M 607 

Maull,  Kimball  1 29,  687 

McDonald,  Edward  C 273 

Mirvis,  David  M 607 

Mitchell,  Thom  R 734 

Moore,  Nora 411 

Morgan,  Gary  H 736 

Morrow,  Jason  D 613,  689,  735 

Muram,  David  203 

Myers,  Terry  L 209 

Natelson,  Stephen  E 143 

Nelson,  Henry  S.,  Jr 222 

Obianyo,  Ifeanyi  O 17 

Omohundro,  John  M.,  Ill  310 

Ottensmeyer,  David  J 178 

Ozawa,  Takeshi  T 411 


Pate,  James  W 414 

Patel,  P.  H 160 

Patterson,  C.  Richard  414 

Peters,  Thomas  G 600 

Petracek,  Michael  R 273 

Pifer,  Linda  L 529 

Pittinger,  Charles  B 501 

Reath,  David  B 87 

Reed,  Michael  C 139 

Roberts,  Evelyn  554 

Roberts,  Florence  B 426 

Robinette,  Charles  L.,  Jr.  ...  33,  92,  159 

Rogers,  Carl  81 

Ross,  Charles  B 469 

Royal,  James  R 41,  105,  173,  235 

Russell,  William  L 727 

Sandlin,  Carolyn 640 

Schoettle,  Timothy 92 

Shears,  Charles  W 209 

Smith,  Bruce  M 72 

Smith,  D.  Preston  687 

Smith,  J.  Clinton  223 

Smith,  Paul,  Jr 411 

Souther,  Steven  K 282 

Stanford,  Gregory  G 293 

Stanley,  Thomas  V 677 

Stapleton,  Dennis 421 

Stokes,  Steven  H 13 

Stoney,  William  S 273 

Stovall,  Thomas  203 

Strader,  L.  Dow,  Jr 138 

Taylor,  Paula  M 616 

Thomas,  Clarence  S.,  Jr 273 

Thomas,  Eapen  160 

Thomison,  John  B 42,  44,  45,  106, 

107,  108,  174,  175,  176,  238,  239, 
240,  306,  307,  309,  374,  375,  376, 
436,  437,  438.  498,  499,  500,  566, 
567,  568,  626,  627,  628,  629,  704, 
705,  706,  746,  747,  748 

Tucker,  Charles  267 

Vance,  Daniel 411 

Vinsant,  George  O 29 

Wadley,  Fredia  S 94,  162,  310,  691 

Walker,  William  A 727 

Waynick,  Jackie  485 

Welch,  Brent 22 

Welt,  Selman  1 209 

Wheeler,  Arthur  P 90,  157,  220, 

290,  291 

Wheelhouse,  Walter  W 732 

Whitfield,  Jeff  D 533 


776 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


INDEX  OF  SUBJECTS 


Abbreviations:  “ed”  for  editorial;  “(*)”  for  original  article;  “mb”  for  mail  box; 
“pp”  for  president's  page;  “si”  for  special  item 


Acquired  Immune  Deficiency  Syndrome  (AIDS) 

“big  daddy”  revisited  (ed)  566 

kick  'em  while  they’re  down  (ed)  44 

knowledge  and  attitudes  of  Memphis  parochial  school 

adolescents  about  AIDS  (*) 529 

on  epidemics  (ed) 499 

on  feeding  the  kitty  (ed)  240 

prevention  and  control  of  AIDS  (AMA  AM-87)  543 

Tennessee  AIDS  advisory  committee 691 

Allergy 

nine-year  cough  aborted  by  TENS  (si) 81 

All-Terrain  Vehicles,  accidents  in  Robertson 
County,  Tennessee  (*)  732 

American  Medical  Association 

“big  daddy”  revisited  (ed)  566 

inaugural  address  of  the  AMA  president  (si)  537 

prevention  and  control  of  AIDS  (AMA  AM-87)  543 

Announcements 47,  110,  181,  244,  312,  378, 

440.  504,  570,  632,  709.  750 
Blood  (See  Hematology) 

Blindness 

blindness  from  diabetes  in  Tennessee  (*) 407 

world  blindness  (*) 403 

Botulism,  Wound  (*) 69 

Bureaucracy 

a tale  of  two  chickens  (ed)  436 

catastrophic  health  coverage  (pp)  497 

human  resources  (ed)  705 

medical  practice — 1987  style  (mb)  310 

should  we  sanction  PRO?  (pp)  305 

Cancer 

a history  of  cancer  in  U.S.  presidents  (*) 13 

giant  esophageal  fibrolipoma  (*) 267 

lymphangioma  of  the  spermatic  cord  (*)  270 

preoperative  transcatheter  embolization  of  an  unusual 

intraorbital  and  intracranial  meningioma  (*) 674 

primary  malignant  melanoma  of  the  pineal  region  (*)  ...  .597 
Cardiovascular  Disease 

cardiac  transplantation  at  St.  Thomas  Hospital  (*)  273 

dissecting  aneurysm  of  the  coronary  artery  (*)  603 

suppurative  aortitis  (*)  72 

uncontrolled  arrhythmia  607 

Chemonucleolysis,  in  private  practice  (*) 143 

Communication 

corrigendum — the  long  way  'round  (ed)  748 

onward  and — upwards?  (ed)  746 

stultification  simplified  (ed)  438 

Conservation  (See  Environment) 

Constitution,  U.S. 

a more  perfect  union  (ed) 437 

human  resources  (ed)  705 

Continuing  Medical  Education  Opportunities  . . 49.  1 14,  182, 
248,  314,  384,  448,  508,  575,  644.  714,  752 
Costs,  Health  Care  (See  also  Health  Care) 

cost  containment,  at  what  cost  (pp)  373 

gate  keepers  (mb)  177 

CT  Scan  (See  Radiology  Case  of  the  Month) 

Death  (See  also  Suicide) 

cocaine-related  deaths  in  Memphis  and 

Shelby  County  (*)  475 

maternal  death  due  to  the  HELLP  syndrome  (*) 473 

sickle  cell  disease  and  sudden  death  (*)  17 

Dermatology 

pruritus  due  to  infected  pancreatic  duct  catheter  (*)  535 


Diabetes 

blindness  from  diabetes  in  Tennessee  (*) 407 

diabetes  mellitus  in  the  home,  office  and  hospital  (*)  9 

Drugs 

acute  interstitial  nephritis  induced  by  cimetidine  (*)  411 

cocaine-related  deaths  in  Memphis  and 

Shelby  County  (*)  475 

corrigendum — the  long  way  'round  (ed)  748 

drug  abuse  (mb) 707 

on  feeding  the  kitty  (ed)  240 

on  playing  drugstore  (ed)  626 

Editorials 

a golden  anniversary  629 

a more  perfect  union  437 

a tale  of  two  chickens  436 

a tale  of  two  women 376 

“big  daddy”  revisited 566 

birthing  blight 108 

congratulations!  566 

corrigendum — the  long  wray  'round 748 

drinkin'  rum  an"  Coca-Cola  309 

elementary,  my  dear  Watson  175 

gimme  a light  374 

God  Jul — Mele  Kallkimaka — Buon  Natale 747 

guest  editorial — Robert  A.  Hingson,  M.D..  Sc.D 501 

heah  come  de  judge 375 

human  resources 705 

1 say  it’s  Brussels  sprouts  307 

in  and  out  and  in  between 306 

kick  'em  while  they're  down 44 

life  in  a putty  knife  factory 706 

med  ed — yorn,  mine,  his’n,  an'  her'n 498 

on  epidemics 499 

on  feeding  the  kitty  240 

on  finessing  the  rubus  238 

on  playing  drugstore  626 

onward  and — upwards?  746 

pathways  to  practice  107 

roadside — er — flowers?  176 

shoo,  stork,  go  "way 239 

song  of  the  islands:  reprise  45 

stultification  simplified  438 

sue  the  bastard!  627 

survival  in  one  not  so  easy  lesson  42 

TMAHMSS 106 

Thanksgiving  day — of,  by,  and  for  the  people  704 

the  dead  hand 628 

the  face  on  the  bottle 174 

the  house  by  the  side  of  the  road 500 

to  a waterfall 567 

war  is  peace 568 

Education,  Medical 

fifth  pathway  (AMA  IM-86) 83 

med  ed — yorn,  mine,  his'n,  an'  her'n  (ed) 498 

pathways  to  practice  (ed)  107 

Vanderbilt  medical  internship  and  residency — 

past  and  present  (si) 478 

Environment 

a golden  anniversary  (ed)  629 

a tale  of  two  chickens  (ed)  436 

roadside — er — flowers?  (ed)  176 

to  a waterfall  (ed) 567 

Ethics,  Medical 

the  face  on  the  bottle  (ed)  174 


DECEMBER,  1987 


777 


Galyon,  James  T. — the  new  president  236 

Gastrointestinal  Disease 

giant  esophageal  fibrolipoma  (*) 267 

intussusception  in  pregnancy  (*)  409 

isolated  perforation  of  the  gallbladder  following 

blunt  abdominal  trauma  (*)  727 

pruritius  due  to  infected  pancreatic  duct  catheter  (*) 535 

Genetics 

gonadal  failure:  a review  (*) 203 

maternal  serum  alpha-fetoprotein  screening 

in  upper  East  Tennessee  (*) 209 

perinatal  management  strategies  for 

fetal  gastroschisis  (*)  201 

Gynecology  (See  also  Obstetrics) 

fallopian  tube  prolapse  following  abdominal 

hysterectomy  (*) 141 

Health  and  Environment  Report 

AIDS  advisory  committee  691 

birth  certificate  changes  616 

Communicable  Disease  Bulletin  34 

health  objectives  for  1990  162 

health  risk  factors  of  Tennessee  teenagers 554 

indoor  radon 485 

lead  poisoning  in  children 426 

newborn  hemoglobinopathy  screening  program  223 

obstetrical  services  in  Tennessee  94 

WIC  formula,  reducing  costs  to  allow  services  for 

more  eligible  Tennesseans  297 

Health  Care  (See  also  AMA,  Costs,  Medical  Practice) 

gimme  a light  (ed)  374 

inaugural  address  of  AMA  president  (si) 537 

medical  care  for  the  indigent  (pp) 703 

our  time  (pp) 173 

resolution  #1 — 1987 — indigent  care  (pp)  41 

Health  Maintenance  Organizations  (See  Costs  & Health  Care) 
Hematology 

lupus  anticoagulant  (*)  135 

maternal  death  due  to  the  HELLP  syndrome  (*) 473 

sickle  cell  disease  and  sudden  death  (*)  17 

Hepatic  Disease 

treatment  of  a complex  hepatic  injury  (*)  138 

Hingson,  Robert  A. 

former  Memphis  anesthesiologist  receives 

presidential  award  (guest  ed) 501 

the  house  by  the  side  of  the  road  (ed)  500 

History 

a more  perfect  union  (ed) 437 

history  of  cancer  in  U.S.  presidents  (*)  13 

human  resources  (ed)  705 

onward  and — upwards?  (ed)  746 

Vanderbilt  medical  internship  and  residency — 

past  and  present  (si) 478 

Hospital  Medical  Staff  Section  (ed)  106 

Hyperparathyroidism,  at  a tertiary  care  facility  (*)  667 

IMPACT  (See  Political  Action) 

In  Memoriam  46,  109,  180,  241,  311,  377, 

440,  503,  570,  631,  708,  748 
Infectious  Disease  (See  also  AIDS) 

suppurative  aortitis  (*)  72 

wound  botulism  (*)  69 

Insurance  (See  also  Liability  Insurance  & Loss  Prevention) 

catastrophic  health  coverage  (pp)  497 

plans  sponsored  by  TMA  447 

social  security  disability — a greater  role  for 

treating  physicians  (si) 277 

the  dead  hand  . . . (ed) 628 

Liability  Insurance  (See  also  Loss  Prevention) 

birthing  blight  (ed) 108 

in  and  out  and  in  between  (ed)  306 

obstetrical  services  in  Tennessee  94 

obstetrical  services  in  Tennessee  (mb)  310 

sue  the  bastard!  (ed)  627 


778 


tort  reform  (pp)  565 

Loss  Prevention  Case  of  the  Month 

close  counts  only  in  horseshoes  296 

come  to  my  office  in  the  morning  615 

consider  first  things  first  96 

excellent  care — unexpected  result 556 

fundamentals  fundamental  738 

it  looked  sooo  simple!  225 

patient  care  and  bureaucracy  164 

preventive  loss  prevention  36 

the  emergency  room  zoo 693 

the  schedule  vs  the  patient  425 

too  good  to  be  true! 487 

Lupus  Anticoagulant  (*)  135 

Mail  Box  177,310,502,707 

Malpractice  (See  Liability  Insurance  & Loss  Prevention) 
Medical  Grand  Rounds 

macrocytic  anemia  22 

siriasis 282 

uncontrolled  arrhythmia  607 

Medical  Practice 

being  a physician — what  do  you  do?  (pp)  105 

birthing  blight  (ed) 108 

bye,  bye  (pp) 235 

in  and  out  and  in  between  (ed)  306 

medical  practice — 1987  style  (mb)  310 

obstetrical  services  in  Tennessee  94 

obstetrical  services  in  Tennessee  (mb)  310 

on  finessing  the  rubus  (ed)  238 

professionalism  (pp)  625 

should  your  children  seek  to  become  physicians?  (si)  19 

survival  in  one  not  so  easy  lesson  (ed)  42 

the  dead  hand  . . . (ed) 628 

the  face  on  the  bottle  (ed)  174 

Medicare  (See  Insurance) 

MRI  Case  of  the  Month 

Chiari  I malformation  with  associated  syrinx 92 

clivus  meningioma  159 

multiple  sclerosis  33 

Nephrology 

acute  interstitial  nephritis  induced  by  cimetidine  (*)  411 

autotransplantation  for  multiple  renal  lesions  (*) 600 

Neurology 

chemonucleolysis  in  private  practice  (*) 143 

preoperative  transcatheter  embolization  of  an 

unusual  intraorbital  and  intracranial  meningioma  (*)  . .674 
primary  malignant  melanoma  of  the  pineal  region  (*)  ...  .597 

New  Members 47,  109,  180,  242,  311,  377 

440,  504,  570,  631,  708,  749 

Obstetrics 

birthing  blight  (ed) 108 

gonadal  failure:  a review  (*) 203 

heah  come  de  judge  (ed) 375 

intussusception  in  pregnancy  (*)  409 

maternal  death  due  to  the  HELLP  syndrome  (*) 473 

maternal  serum  alpha-fetoprotein  screening  in 

upper  East  Tennessee  (*)  209 

obstetrical  services  in  Tennessee  94 

obstetrical  services  in  Tennessee  (mb)  310 

perinatal  management  strategies  for 

fetal  gastroschisis  (*)  201 

shoo,  stork,  go  'way  (ed)  239 

Ophthalmology 

blindness  from  diabetes  in  Tennessee  (*) 407 

world  blindness  (*) 403 

Organized  Medicine  (See  also  Health  Care) 

one  more  meeting  (pp)  435 

Pediatrics 

adolescent  suicide  in  East  Tennessee — 

a birth  cohort  study  (*)  671 

knowledge  and  attitudes  of  Memphis  parochial 
school  adolescents  about  AIDS  (*) 529 


JOURNAL  OF  THE  TENNESSEE  MEDICAL  ASSOCIATION 


life  in  a putty  knife  factory  (ed) 706 

retroperitoneal  cyst  in  a 4-year-old  child  (*)  533 

Peer  Review  Organizations  (PRO) 

on  finessing  the  rubus  (ed)  238 

should  we  sanction  PRO?  (pp)  305 

Personal  News 47,  110,  180,  243,  312,  378, 

440,  570,  632,  709,  749 

Physician  Recognition  Award  Recipients  47,  109,  181, 

243,  312,  378,  439,  503,  570,  631,  708,  749 

Placement  Service 53,  117,  185,251,317,387, 

451,  511,  579,  647,  717,  781 


Plastic  Surgery  (See  Surgery) 

Political  Action 

untapped  resources  (pp)  745 

President’s  Page 

being  a physician — what  do  you  do? 105 

bye,  bye 235 

catastrophic  health  coverage  497 

cost  containment,  at  what  cost? 373 

medical  care  for  the  indigent  703 

one  more  meeting  435 

our  time 173 

professionalism 625 

resolution  #1 — 1987 — indigent  care 41 

should  we  sanction  PRO  ? 305 

tort  reform 565 

untapped  resources  745 

Psychiatry 

adolescent  suicide  in  East  Tennessee  (*)  671 

hematuria,  flank  pain,  allergy  to  IVP  dye  and  use  of 

coumadin  in  Munchausen  syndrome  (*) 139 

life  in  a putty  knife  factory  (ed) 706 

Radiology  (See  also  Radiology  Case  of  the  Month) 

preoperative  transcatheter  embolization  of  an  unusual 

intraorbital  and  intracranial  meningioma  (*) 674 

Radiology  Case  of  the  Month  (See  also  MRI  Case) 

a patient  with  Carmen-Kirklin  sign  on  barium  study  160 

asymptomatic  anterior  mediastinal  mass  31 

focal  pancreatitis  and  superior  mesenteric 

vein  thrombosis  423 

subcapsular  hepatic  hematoma  736 

Renal  Disease  (See  Nephrology) 

Sickle  Cell  Disease,  and  sudden  death  (*) 17 

Special  Items 

inaugural  address  of  AMA  president  537 

nine-year  cough  aborted  by  TENS  81 

should  your  children  seek  to  become  physicians? 19 

social  security  disability — a greater  role  for 

treating  physicians  277 

trauma  systems  development:  a proposal  for  the 

state  of  Tennessee  414 

Vanderbilt  medical  internship  and  residency — 

past  and  present  478 

State  Board  of  Medical  Examiners 

minutes  of  the  Oct.  7,  1986  meeting 112 

minutes  of  the  Feb.  3-4,  1987  meeting  637 

minutes  of  the  March  21,  1987  meeting  638 

minutes  of  the  April  14-15,  1987  meeting 712 

Suicide 

adolescent  suicide  in  East  Tennessee — 

a birth  cohort  study  (*)  671 

life  in  a putty  knife  factory  (ed)  706 

Surgery  (See  also  Trauma  Rounds) 

autotransplantation  for  multiple  renal  lesions  (*) 600 

cardiac  transplantation  at  St.  Thomas  Hospital  (*)  273 

dissecting  aneurysm  of  the  coronary  artery  (*)  603 

fallopian  tube  prolapse  following 

abdominal  hysterectomy  (*) 141 

hyperparathyroidism  at  a tertiary  care  facility  (*) 667 

isolated  perforation  of  the  gallbladder  following 

blunt  abdominal  trauma  (*)  727 

lymphangioma  of  the  spermatic  cord  (*)  270 


peritoneo-paricardial  hernia  (*) 677 

preoperative  transcatheter  embolization  of  an  unusual 

intraorbital  and  intracranial  meningioma  (*) 674 

primary  malignant  melanoma  of  the  pineal  region  (*)  ...  .597 

retroperitoneal  cyst  in  a 4-year-old  child  (*)  533 

treatment  of  a complex  hepatic  injury  (*)  138 

tuberculous  peritonitis  (*) 469 

Tennessee  Medical  Association 

community  service  awards,  1987  350 

component  society  officers,  1987-1988  446 

distinguished  service  awards,  1987  352 

highlights  of  the  board  of  trustees  meeting — 

January  17-18,  1987  246 

highlights  of  the  board  of  trustees  meetings — 

April  8 and  11,  1987  383 

highlights  of  the  board  of  trustees  meeting — 

July  12,  1987  574 

highlights  of  the  board  of  trustees  meeting — 

October  11,  1987  751 

house  of  delegates,  composition  (annual  meeting) 354 

house  of  delegates,  index  to  proceedings 

(annual  meeting)  336 

house  of  delegates,  proceedings  (annual  meeting)  337 

insurance  plans  sponsored  by  TMA  447 

membership  statistics — 1987  640 

officers  and  committee  members,  1987-1988  442 

outstanding  physician  of  the  year,  1987  351 

TMAHMSS  (ed)  106 

Tennessee  Medical  Association  Auxiliary 

life  in  a putty  knife  factory  (ed) 706 

untapped  resources  (pp)  745 

update  '87  710 

Tort  Reform  (See  also  Liability  Insurance) 

sue  the  bastard!  (ed)  627 

tort  reform  (pp)  565 

Trauma  (See  also  Trauma  Rounds) 

all-terrain  vehicle  accidents  in  Robertson 

County,  Tennessee  (*)  732 

isolated  perforation  of  the  gallbladder  following 

blunt  abdominal  trauma  (*)  727 

trauma  systems  development:  a proposal  for  the 

state  of  Tennessee  (si) 414 

Trauma  Rounds 

blunt  injury  to  the  diaphragm  687 

chest  wall  defects,  management  of  traumatic  87 

isolated  blunt  disruption  of  the  common  bile  duct  483 

laceration  of  internal  mammary  vessels  29 

myocardial  contusion 293 

renal  hypertension  following  conservative  management 

of  blunt  renal  trauma 550 

rupture  of  the  azygos  vein:  an  unusual  case  of 

hemothorax  due  to  blunt  trauma 155 

tracheobronchial  disruption  222 

transection  of  aorta,  traumatic 421 

Tuberculous  Peritonitis  (*)  469 

VUH  Morning  Report 

airway  obstruction  90 

alcoholic  acidosis  291 

alcoholic  ketoacidosis  735 

blastomycosis  734 

fatal  pneumoccocal  pneumonia  290 

hemothorax 157 

histoplasmosis  in  AIDS 220 

jaundice  in  a middle-aged  man  689 

mannitol  intoxication 221 

meningoencephalitis  in  a heart  transplant  recipient  613 

pancytopenia  in  a patient  previously  treated 

for  Hodgkin's  disease  689 

rhabdomyolysis 613 

Williams,  L.  Hadley 

congratulations!  (ed)  566 

X-ray  (See  Radiology  Case  of  the  Month) 


DECEMBER,  1987 


779 


FAMILY  PRACTITIONER  NEEDED 

NEW  OFFICE  BUILDING 
AVAILABLE  NOW 

Area  in  great  need  of  a family/general  practitioner.  The 
new  office  is  located  in  the  center  of  town  of  Altamont, 
Tennessee,  beside  a successful/well-established  phar- 
macy practice  with  a large  patient  base.  Excellent  op- 
portunity for  a very  SUCCESSFUL  and  REWARDING 
practice. 

Contact:  Dr.  Larry  A.  Wiley  at  (615)  692-3888  or  (615) 
692-2267. 


INTERNAL  MEDICINE  • PEDIATRICS 
FAMILY  PRACTICE  • ORTHOPEDICS 
GENERAL  SURGERY • RHEUMATOLOGY 
ANESTHESIOLOGY  • ALLERGY' 
OBSTETRICS/GYNECOLOGY 
OCCUPATIONAL  MEDICINE 

Physicians  in  the  above  specialties  needed  for  multi- 
specialty group  providing  services  to  both  prepaid  and 
fee-for-service  patients.  Excellent  compensation  and 
fringes.  Reply  with  C.V.  to:  Medical  Director,  Health 
First  Medical  Group,  845  Crossover  Lane,  Suite  220, 
Memphis,  TN  38117.  (EOE) 


EMERGENCY  MEDICINE 

Emergency  Physician  needed  to  live/practice  in  beau- 
tiful Tennessee  River  area.  40-bed  acute-care  full 
service  with  3,000  annual  patient  volume.  $80,000 
package  including  malpractice  insurance. 

ALSO , opportunities  abound  in  south  central  Tennes- 
see. Full-time  Emergency  Medicine  and  Medical  Di- 
rectorship positions  available  in  two  modern  facilities 
with  9,000  annual  ED  visits.  Short  drive  from  Nashville 
and  Chattanooga.  $70,000  NET  compensation  includ- 
ing malpractice  insurance. 

Contact:  Liz  Chilton,  Coastal  Emergency  Services,  Inc., 
at  (901)  767-1301  (collect). 


INTERNIST  BC/BE 

With  or  without  subspecialty  to  join  five-physician  single 
specialty  group  practice  in  S.W.  Missouri,  serving  pop- 
ulation of  1 million  plus.  Excellent  opportunity,  compet- 
itive salary  guaranteed,  incentive  bonus.  Malpractice 
and  excellent  benefits  paid;  opportunity  for  ownership. 
Pleasant  recreational  environment  in  The  Ozarks. 

Call  or  mail  CV  to  Administrator,  The  Diagnostic  Clinic, 
3443  S.  National,  Springfield,  MO  65807.  Phone  (417) 
833-3443. 


NASHVILLE,  TENNESSEE 

EMERGENCY  DEPARTMENT:  Full-time  positions 
available  at  500  + bed  hospital.  Must  be  Board  Certified 
or  Board  Eligible  in  Emergency  Medicine  or  Primary 
Care  Specialty  and  have  prior  Emergency  Department 
experience.  Offers  physician  participation  in  hospital 
public  relations  programs  and  emergency  air  transport 
system. 

Please  submit  resume  to  Emergency  Consultants,  Inc., 
One  Windemere  Place,  Petoskey,  Ml  49770;  1-800- 
253-7092  or  in  Michigan  1-800-632-9650. 


FP,  GP,  PED 

Needed  now  to  work  with  a unique,  internationally  respected  rural  health 
system  network  in  Kentucky  which  includes  a hospital,  satellite  clinics, 
a home  health  agency  and  a school  of  advanced  nursing.  A regional  medi- 
cal center  is  within  20  miles.  The  practice  environment  is  stimulating  - 
physicians  and  Advanced  Registered  Nurse  Practitioners  work  in  joint 
practice  teams;  interaction  with  students  is  encouraged;  the  rural  popu- 
lation presents  a wide  range  and  intensity  of  medical  problems. 

The  FP  or  GP  will  be  expected  to  share  call  with  specialists  and  conse- 
quendy  must  have  particular  strength  in  one  of  the  following  areas: 
Pediatrics,  Obstetrics,  Emergency  Medicine  or  Internal  Medicine. 

The  setting  is  in  heavily-wooded  mountains  with  a moderate  4-season 
climate.  Seven  state  parks  are  within  80  miles. 

Superior  compensation/benefits  package  includes  a guaranteed  salary  with 
incentives  and  malpractice.  Call  Deborah  Pennington  COLLECT  at 
1-502-897-2566.  This  is  an  Equal  Opportunity  Employer. 


a fOCUS: 
i.  healthcare 


PRACTICE  OPPORTUNITIES 

The  Tennessee  Physician  Placement  Service  acts 
as  a clearinghouse  for  private  practice  physicians 
seeking  a Tennessee  community  in  which  to  establish 
a practice,  whether  solo,  partnership,  group  or  salar- 
ied position  is  your  preference.  This  is  accomplished 
by  allowing  physicians  seeking  associates  and  com- 
munities seeking  a physician  to  list  their  opportunity. 
We  then  disseminate  this  information  to  inquiring  phy- 
sicians. Our  service  also  assists  physicians  interested 
in  public  health,  mental  health  or  physicians  with  a 
National  Health  Service  Corps  obligation.  There  is  no 
charge  for  this  service. 

For  further  information,  please  contact: 
Physician  Placement  Service 
Tennessee  Department  of  Health  and  Environment 
100  9th  Avenue  North 
Nashville,  Tennessee  37219 
(615)  741-7308 
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